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INTRODUCTION 
    
Siddha medicines and treatment were found by our ancient saint 
called Siddhars. Siddha system belongs to Tamizh culture it is embedded  
with the life style of Tamizhians and has been considered as the sign and 
symbol of the growth of Tamizh culture. In olden days, Tamizh Medicine 
were honoured with the title ‘maruthuvam’ and the scholars are Named 
as Maruthuvar. eg: Maruthuvar Dhamodharanar, Maruthuvar 
Nallachudhanar etc. 
 Archeological survey of Sir. John Marshall on sindh areas 
identifies the powder of Asphaltum, some herbal powder, bone powder of 
certain animals and also powder of some invaluable horns (gw;gq;fs;). 
Research works prove the spread of Tamizhians and Tamizh culture all 
over the Indian subcontinent i.e. from kanyakumari to sindh. 
 The ancient Tamizh scripture Tholkappiam (7th century BC) gives 
definitions for diseases as follows. 
‘igASk; rpWikAk; NehAk; nghUSk;” 
      - njhy;fhg;gpak; 
Here the term pyul (igAs; ;) denotes mental agony and sirumai 
(rpWik) represents physical agony. It is very interesting and at the same 
time important to note the titles of famous Tamizh scriptures like 
Trikadugam, Yelathi, Sirupanchamoolam which are in accordance with 
the siddha system of medicines. 
 Iyyan Thiruvalluvar who belongs to first century B.C. gives the 
basic principle of siddha medicine. 
 ‘kpfpDk; FiwapDk; Neha;nra;Ak; E}NyhH 
 tspKjyh vz;zpa %d;W”       
- jpUf;Fws; 
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At least two points are inferred from the above  lines. 
1. There might be several books on medicines before 
Thiruvalluvar. 
2. Among the three basic medicinal codes only Vali (tsp ) is 
mentioned.  Two others Azhal (moy;) and Iyyam (Iak; ) are 
left which implies that they were very common among 
Tamizhians. 
Neelakesi a famous Tamizh scripture talks about the analysis of 
excreta. Yoga finds place in Tholkappiam. 
  ‘ehypU tof;fpw; jhgfH gf;fKk;” 
- njhy;fhg;gpak; 75 : 6 
An interpretter scholar Nachinarkkiniyar gives explanation for this 
above line. 
 mt;twptH $wpa Mfkj;jpd; topepd;W tPL ngw Kay;NthHf;F 
chpadthfpa vz;tif khHf;fj;J jtk; GhpAq;$Wk;. 
 tof;nfd;wjdhd; me;ehypuz;Le; jtk; GhpthHf;F chpadTe; 
jtQ;nra;J NahfQ; nra;thHf;F chpadTnkd ,U tifantd;W 
nfhs;f. 
 ,dp> NahfQ; nra;thHf;Fupad. ,akk;> epakk;> Mrdk;;> 
ntspepiy (gpuhzhahkk;)> njhifepiy (gpuj;jpahfhuk;)> nghiwepiy 
(jhuiz)> epidjy; (jpahdk;)> mwpJapy; (rkhjp) vd vl;lhk;. 
 It is clear that the above eight basic codes of  Yoga were shortened 
and represented as  ehypU tof;fpw; ;;;;;;;…… in Tholkappiam. 
 So, the concept which advocates the origin of siddha from Lord 
Siva is ambigous. Most probable the above concept might have been 
spread to indicate the very long period of existence. Dr. C.S. 
Uthamarayan HPIM, Ex. Director of Indian Medicine and Homoeopathy 
Department gives explanation in his rpj;j kUj;Jthq;f RUf;fk;  as  
follows. 
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‘njd;nkhop kUj;Jt E}y;fis vOjpa rpj;jHfs; mit 
gukrptdplkpUe;J ee;jp topahAk; mthplkpUe;J mfj;jpaH> Gyj;jpaH 
Kjypa rpj;jHfs; topahAk; jkf;Ff; fpilj;jdntd;W 
vOjpapUf;fpd;whHfs;. ,aw;if> nraw;if xOf;f topfspw; gapd;w 
,f;fhyj;J kf;fshfpa ekf;F ,/J xUtpjg; GJikahfNt 
Njhd;Wfpd;wJ. Vnddpy;> cUtkhfTk; cUtkpd;wpAk; vq;Fk; 
epiwe;jtuha; ,Uf;Fk; flTsplj;jpUe;Jk;> NjtHfsplj;jpUe;Jk; 
mf;fhyj;jpy; mk;kUj;Jt E}y;fs; Njhd;wpd vdpd; ,f;fhyj;Jg; 
ngUk;ghYk; rpjYf;F ,iuahfpa mk;kUj;Jt E}y;fis vy;yhk; 
kWgbAk; mg;nghpahHfs; Vd; ekf;F mspf;fyhfhJ? vd;Wk;> 
Nkw;$wpagb flTsplj;jpypUe;J vt;thW ,e;j itj;jpa E}y;fs; 
cz;lhff; $Lk;? vd;Wk; Nfl;f top Vw;gLjypd;> ,itnay;yhk; 
Guhzf;fij vd;Nw vz;Zjw;F VJthfpd;wd. MapDk;> kUj;Jtj;jpy; 
kpf;f NjHr;rpngw;W> ed;Kiwapy; xOfp Nkd;ikAld; Gfo;ngw;W tho;e;j 
nghpahHfisf; flTisg; Nghd;Nw Nghw;wp tho;jy; jkpo; kf;fspd; 
,ay;ghjiy ehk; ,d;Wk; fz;$lhff; fhz;fpd;Nwhk;. MfNt> 
mf;fhyj;jpy; kpfTk; fPu;j;jp ngw;W tho;e;j kUj;Jtg; nghpahHfisf; 
flTs; vdNt kjpj;Jf; $wpdH NghYk;.” 
 Now let us analyse how “Siddha Maruthuvam” is coined. Siddhars 
are the persons who have attained Siddhi – Extremely knowledgeable 
persons    (rpj;jk; - mwpT). They lived for abnormally a long time due to 
their power of yoga. They spread the idea of equality among the people 
and fought against social injustice and caste system.  
 
‘rhj;jpuj;ijr; Rl;nlhpj;jhy; mtNd rpj;jd;” 
     - mfj;jpaH Qhdk; 75 
‘fhrpf; Nfhby; tpid NghNkh? me;jf; 
fq;if ahby; fjpjhDk; cz;NlhNkh?” 
     - fLntspr;rpj;jH (15) 
‘xd;Nw FyKk; xUtNd NjtDk;”  
    - jpU%yH (2066) 
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‘nrhy;YthH rhj;jpuj;jpy; nrj;j gpd;Nd 
 Nrhk;Ngwp Kf;jpnad;W rj;jpaw; $lh 
tps;SthH nja;tgjk; Kf;jpnad;W 
 nkd;NkYk; nrj;jgpd;Ng nrhHf;fnkd;ghH 
js;SthH $yj;ij ehw;wnkd;Nw 
 jd;Daphpd; rj;JUNt NuhfpNahHfs; 
nfhs;SthH clYf;Fs;Ns Kf;jpjhNd 
 Fkhp tpisahLtJ FUtpdhNy” 
- fhfGRz;lHngUE}y;fhtpak; (390) 
  
Siddhars were revolutionary in their thoughts and action. 
Eventhough some voices were risen against caste system here and there, 
the very strong protest were shown first only from siddhars. That is why 
scholar Kailasapathy call siddhars as ‘rebels.’ 
  
Right from saint Thirumoolar Siddhar (AD 6th century) to Saint 
Vallalar Ramalinga Adigalar (19th century AD) almost all Siddhars took 
Siddha medical treatment as a tool to heal and help down trodden people 
particularly of Tamizh Nadu. 
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AIM AND OBJECTIVES 
  
Padarthamarai is one of the commonest skin problems and it needs 
special attention because of its troublesome itching and recurrence. It is a 
matter of great that is these days this social problem of this disease is 
greatly neglected by patients. This makes the author to select this topic 
and bring out an optimum solution to the skin malady. 
 
An old saying is the practice of siddha medicine emphasizes the 
use of herb-roots-stem and leaves. If these are not effective, gradual use 
of metals and minerals is suggested. 
 
 ‘Nth;ghU jioghU kpQ;rpdf;fhy; 
   nky;y nky;y gw;g nre;J}uk; ghU.”  
 
It is therefore obvious that the practitioners of Siddha medicine 
primarily make use of herbal compositions. These are invariable easily 
accessible in rural areas, economical and also received well by human 
system. 
 
So the study is undertaken to access the curative and therapeutic 
effects of “Oosithagarai vidhai chooranam’’ as internal medicine and 
“Padarthamarai kalimbu” as external medicine. 
 
The main objective of this study is to highlight the efficacy of 
siddha drugs among the public. 
 
With this basic objective in mind, following specific objectives 
have been drawn. 
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 To collect various literatures and modern text books as literal 
evidences regarding the disease Padarthamarai. 
 To expose the unique diagnostic methods mentioned by Siddhars. 
 To know the extent of correlation of the disease with age, sex, socio 
economic status, habit, family history and paruvakaalam (seasons). 
 To have a complete study of a disease Padarthamarai under the 
heading of mukkutram, udalkattugal, ennvagai thervu, etc., in order to 
evaluate the pathogenesis, pathology of Padarthamarai. 
 To have a detail clinical investigation and to utilize the possible 
diagnostic tools in the confirmation of the diagnosis and prognosis of 
the disease. 
 To have a clinical trial on Padarthamarai with Oosithagarai vidhai 
chooranam as internal medicine and Padarthamarai kalimbu  as 
external medicine. 
 To analyse the trial drugs by biochemical and pharmacological studies 
for complete evaluation of the drugs. 
 To highlight the factors like diet, land, climatic condition and personal 
hygiene in the incidence of Padarthamarai. 
 To make awareness among the people about the prevention of the 
disease (personal hygienic measures).   
 
 7
REVIEW OF LITERATURE 
SIDDHA ASPECTS 
 
‘epyk; jP ePH tsp tpRk;Ngh ile;Jq; 
 fye;j kaf;fk; cyfk; Mjypd;” 
   - njhy;fhg;gpak;: nghUsjpfhuk; - 63 : 5 
 
‘kz;bdpe;j epyDk; 
epyNde;jpa tpRk;Gk; 
 tpRk;GijtU tspAk; 
tspj;jiy,a jPAk; 
 jPKuzpa ePUk; vd;whq;F 
Ik;ngUk; G+jj; jpaw;if” 
- GwehD}W  - 2 
 ehk; thOk; ,t;Tyfk; kz;> ePH> jP> tsp> ntsp vd;w 
Ik;G+jq;fshy; MfpaJ. G+jk; vd;Dk; nrhy;Yf;F Njhd;Wjy; vdg; 
nghUs; $WthH nkhopQhapW NjtNeag; ghthzH mtHfs;. mthpd; 
Muha;r;rp ,Njh: 
G+ - G+J - G+jk; - Njhd;wpaJ: G+j;jy; - Njhd;Wjy; 
 
‘tspnad t&ck; G+jf;fpstpAk;’  
- njhy;fhg;gpak; - 24.2 
ekJlk;Gk; Ik;G+jq;fshy; MfpaJ vd;gij> 
‘tQ;r kdj;jhd; gbw;nwhOf;fk; G+jq;fs; 
 Ie;Jk; mfj;Nj eFk;”  
- Fws; - 271 
 
 ‘jpz; vd;jP epyk; ePHtsp fhaj;jhy; 
  fz;Zk; %f;nfhL eh nka; nrtpfsha; 
  tz;zk; ehw;wk; RitapndhU CW xyp 
  vz;Zq; fhiy ,izae;Jop va;Jk;” 
- ePyNfrp 
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‘ghug;gh G+jike;J kz; ePH NjA 
 ghpthA thfha ike;jpdhNy 
 Nrug;gh rlkhr;R kz;zpd; $W 
 nrwpkapH Njhy; vd;gpiwr;rp euk;ige;jhFk;” 
- rjf ehb 
vd;wjdhy; mwpayhk;. 
 NjhyhdJ cs;SWg;Gfis %bg;ghJfhf;fpd;w xU Kf;fpa 
cWg;ghFk;. NjhyhdJ Gwr; #oYld; Nehpilahfj; njhlHG nfhz;L 
czHTfis mwpjy;> tpaHit Ruj;jypd; %yk; clypd; 
ntg;gepiyiar; rkepiyapy; itj;jpUj;jy;> Rthrk; Mfpa nray;fisr; 
nra;fpd;wJ. ,j;NjhyhdJ kz; G+jf; $Wghl;bid cilaJ. 
 glHjhkiuahdJ rpj;j kUj;Jtj;jpy; 18 tif Fl;lj;jpy; xd;whf 
NrHf;fg;gl;Ls;sJ. Gz;lhPff; Fl;lnkd;W A+fpKdp $Wk; Fl;lNk 
glHjhkiuahFk;. (Gz;lhPfk; - jhkiu) jhkiug; G+tpjo; Nghd;W glUk; 
Fl;lk; vd nghUs; nfhs;syhk;. ,jd; %yk; glHjhkiuapid 
fPo;f;fhZkhW tiuaiw nra;ayhk;. 
Definition: 
               The affected area shows reddish brown or mild black coloured 
patches with well defined specified margins burning sensation with 
severe itching. 
j.tp. rhk;grptk; gps;isatHfspd; $w;Wg;gb gle;jhkiuahdJ> 
Njhiyg; gw;wpa xU tiff; Fl;lk; 
  glh; + jhkiu 
  glh;  - Jd;gk;> Neha;> glUjy; 
  jhkiu - fkyk;> Gz;luPfk; 
 jhkiu ,iy Nghd;W guTk; Neha; vdTk;> Njhiyg;gw;wpa Fl;l 
Neha;fspy; xd;W vdTk; $Wfpd;whH. 
Neha;f;fhuzk; 
‘mwptpd;wp tpghP jQ; Nruhfhuk; Grpf;fyhYk; 
 Jiwtpd;wp njhlhj njhd;iw njhl;lit Grpf;fyhYk; 
 Fiwnfhz;l eprpj;j kq;if Fykq;if aLf;fhyhYk; 
 epiwnfhz;l nghpNahh; jk;ik epe;jpj;J NgryhYk;” 
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‘epe;jpj;J Gwj;jpahw; Nrhkepiy nflg; gphpf;fyhYk; 
 ce;jpj;J G+h;th n[d;khe;jpu ghtj;jhYk; 
 re;jpf;f fw;Gkhjh; jq;fis fUjyhYk; 
 njhe;jpj;j Fl;lNuhfk; njhLf;F nkd;Wiuj;Njhh; Kd;Ndhh;” 
 
Fl;lj;jpw;fhd fhuzq;fshf gpd;tUtdtw;iw mLf;FfpwhH 
jd;te;jphp: 
1. xt;thj nghUl;fis cz;zy; 
2. nghpNahiu mtkjpj;jy; 
3. khw;whd; kidtpNky; Nkhfk; nfhs;sy; 
4. fd;k tpid 
 
A+fpKdp $w;Wg;gb> 
  
‘tpsk;gNt kpFe;j c\;ze;jd;dhYk; 
  kpFe;j rPjsj;jhY kow;rpahYk; 
  tsk;gNt ke;jj;jhy; the;jpahYk; 
  kfj;jhd ngz;NzhL kUtyhYk; 
  fpsk;gNt fpNyrq;fs; kpFjyhYk; 
  nfbahd th;f;fq; fsiljyhYk; 
  jsk;gNt kapUfph;fs; jtpLkz;fs; 
  rhjj;jpw; gUfyhy; kpFq;Fl;lk;” 
  
‘Fl;le;jhd; gjpndl;L tuNt njd;dpw; 
  FUepe;ij rptepe;ij kiwNahh; epe;ij 
  jpl;le;jhd; Njtijj;J}\izf; FNuhjk; 
  ntg;ghyw; wp&lyhw; gujhuj;ij 
  ml;le;jhdh irahy ilf; fyj;ij 
  mgfhpj;j mfjp guNjrp jd;id 
  tl;le;jhd; itjyhw; fw;gopg;ghy; 
  te;jpLNk gjpndl;L Fl;le;jhNd”     
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 ‘Mr;nrd;w gjpndl;L Fl;le;jhDk; 
  mtuth;fs; nra;fpd;w tjh;kj;jhyhk; 
 Njr;nrd;w rpthyaj;jpYQ; rpl;lq;fs; 
  nra;jth;fs; rptepe;ij gz;zpNdhh;fs; 
 %r;nrd;w nghpNahiuj; J}rpj;Njhh;fs; 
  %];fukha ilf;fyj;ij naLf;fpd;Nwhh;fs; 
 $r;nrd;w jpidasTk; Fiwe;j$yp 
  nfhLf;fpd;Nwhh; Fl;lj;jpw; $LthNu” 
- A+fp itj;jpa rpe;jhkzp 800 
A+fp Kdp mLf;Fk; fhuzq;fs;: 
1. fhykhWghLfs; 
2. czTg; gof;f tof;fq;fs; 
3. Fzeyd; khWghL 
4. kd cly; ey NtWghL 
fhykhWghLfs; 
1. mjpff; FspH 
2. mjpf ntg;gk; 
czTg; gof;f tof;fq;fs; 
1. nrhpahik 
2. the;jp 
3. kz;> kapH> jtpL fye;j cztpidg; Grpj;jy; 
kd cly; ey NtWghL 
1. FU> rhd;NwhHfs;> nghpNahiu mtkjpj;jy; 
2. njhopyhsHfSf;F Fiwe;j $yp nfhLj;jy; 
3. mjHkk; nra;jy; 
4. rpthyaq;fis Nrjg;gLj;Jjy; 
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FUehb $w;Wg;gb> 
 
‘fpUkpahy; te;j Njhlk; ngUfTz;L 
  Nfl;fyjd; gphpTjidf; fpukkhf 
          nghUkp tUk; thAnty;yhq; fpUkpahNy 
  GOf;fb Nghy; fhZkJ fpUkpahNy 
  nrUkptUk; gTj;jpuq;fs; fpUkpahNy 
  Njfkjpy; nrhwpf; Fl;lk; fpUkpahNy 
  JUkp tUQ; RNuhzpjq; fpUkpahNy 
  R+l;rKld; fphpirg;ghy; njhopy; nra;tPNu”    
  
‘Fl;lkJtpl fug;ghd; tplePh;R+iy 
  RNuhzpjj;jhy; jhJnfl;Lj; jbg;Gz;lhFk; 
  kl;lwNt fpUkpnrd;W kUTk; NghJ 
  tifaha;f; fpUkpAl tplePh; nrd;W 
  Fl;lKld; Njfnky;yhk; gwf;Fk;NghJ 
  FopFopaha;f; fpUkpapdPh;f; nfhs;Sk; Gs;sp 
  jl;lwNt fpUkpAl ePuhy; te;j 
  rfy Fl;lk; tplfug;ghd; rhw;wyhNk” 
       - FUehb 
mfj;jpaH jdJ fd;k fhz;lj;jpy;> 
 
‘Nrh;e;j Fl;lnkhL Fiw Neha;fs; te;j 
NrjpNfs; kyuhj mUk;G nfha;jy; 
 jhhpe;j rPtnre;J tijfs; nra;jy; 
jha;je;ij kdJnehe;J Nuhfe;jhNd 
 jhndd;w nja;TUj; jidaopj;jy; 
rhh;thd nghpNahh;fs; jikg;gopj;jy; 
 fhndd;w ee;jtdk; G+Q;nrbfs; ntl;ly; 
fUkklh rhPuj;jpw; fhTNghy 
 A+ndd;w Tlk;ngy;yhk; nghl;Lg; nghl;lh 
Aly; ntSj;Jf; FiwNehah AjpuQ;rpe;Jk;”           
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NkYk;>   
‘kWj;j TzTfs; kpFjpAz;zy; 
  ,af;f klf;fy; fUePh;nrWj;jy; 
 kWg;G Kjypa ntOr;rpfs; jLj;jy; 
kPd; Gyhy; vs;S kpifg;glTz;zy; 
 gfy; kpf Japyy; ,uT Japyhik 
         Gzh;r;rp kpFj;jy; gy;yug; Gzh;jy;” 
       - khd;KUf;fpak;                     
vd;wjpd;gb>  
czthjp khWghLfs; 
1. xt;thj nghUl;fisAz;zy; 
2. kPd;> ,iwr;rp> vs; Mfpatw;iw mjpfstpy; cl;nfhs;sy; 
3. eQ;R fye;j czTz;zy; 
nray; khWghLfs; 
1. Ntfq;fis mlf;Fjy; 
2. kUe;Jz;Zk; fhyq;fspy; GzHjy; 
3. gfypy; mjpfk; J}q;fp> ,utpy; Japyhik 
kd clw; NfhshWfs; 
1. kpF GzHr;rp 
2. Neha;tha;g;gl;ltUld; GzHjy; 
eQ;R 
 er;Raphpf; fbfs; 
 ‘tpahjpAs; %thW tpsq;fpa Fl;lq;Nfs; 
  fahjp fpue;jp Rod; Nkfj;jhyhWk; 
  gahjp kz;Zs gy tz;bdhnyl;Lk; 
  epahjp GOehyha; epd;wjpf; Fl;lNk” 
       - jpU%yH 
jpU%yhpd; $w;Wg;gb 
 fpue;jp kw;Wk; Nkfj;jhy; tUtd  - 6 
 tz;L Kjypa tplf;fbfshy; tUtd - 8 
 fpUkpahy; tUtd     - 4 
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Kf;Fw;w NtWghL 
 
 NjhyhdJ kz;zpd; $whFk;. Njhypd; czHTf;Fk; ,uj;j 
Xl;lj;jpw;Fk; fhuzkha; miktJ tpahdd; vDk; thAthFk;. 
 ‘kpfpDk; FiwapDk; Neha;nra;Ak; E}NyhH                                                      
 tspKjyh vz;zpa %d;W” 
 vd ts;Stg; ngUe;jif $wpagb>  
tsp> moy;> Iak; vDk; Kj;jhJf;fSk; Nflile;jpUe;jhYk;> 
Nehapd; Muk;g epiyapy; kpfj; jPtpukhd FwpFzq;fis 
ntspg;gLj;Jtjpy;iy. 
 ,e;Nehapy; Kjd;ikahf NflilAk; clw;fl;Lfs; rhuKk;> 
nre;ePUk; MFk;. ,tw;wpd; ghjpg;ghy; cly; kw;Wk; kdthl;lk; 
Vw;gLfpd;wd. nre;ePH Fiwtjhy; euk;Gj; jsHr;rp> twl;rp> clypd; epwk; 
Fiwjy; ,it Njhd;Wk;. NkYk;> nre;ePH mjpfhpg;ghy; nfhg;Gsq;fs;> 
fl;bfs;> rpte;j nre;ePHj; jbg;Gfs; cz;lhfpd;wd. 
 Kf;Fw;wq;fspy; mjpfk; ghjpf;fg;gLtJ tsp kw;Wk; moy; MFk;. 
moypy; gpujhdkhf ghjpf;fg;gLtJ xs;nshspj; jP (gpuhrfk;) MFk;. 
,t;nths;nshspj; jPNa Njhypd; ,aw;if epwj;jpw;Fk; fhuzkhFk;. ,J 
Nfliltjhy; ghjpf;fg;gl;l ,lj;jpy; Njhypd; ,aw;if epwk; nfl;L 
nre;epwgilfs; cz;lhfpd;wd. tspapd; Nfl;lhy; clypy; Cwy; kw;Wk; 
rpy NehaHfspy; %l;LfSk; ghjpf;fg;gLfpd;wd. Iaj;jpd; Nfl;lhy; 
NjhYk; mjd; mbg;gFjpAk; ghjpf;fg;gLfpd;wd. NkYk;> Nehapd; 
ehl;gl;l epiyfspy; efq;fSk; ghjpf;fg;gLfpd;wd. guTfhy; kw;Wk; 
xd;wpiaak; (re;jpfk;) ghjpg;giltjhy; kpfj; jPtpukhd ehl;;gl;l Nehahf 
khwp %l;Lfspd; ,af;fj;jpYk; mikg;gpYk; khWghLfis 
cz;lhf;Ffpd;wd. fPo;Nehf;Ffhy;  ghjpg;giltjhy; kyr;rpf;fy; 
cz;lhfpd;wJ. 
NkYk;> 
‘Kd;dpa thjgpj;jr; rpNyj;Jk %d;W kq;fk;; 
gpd;dpNa jhWf;fhAs;s euk;gpw; gpuNtrpj;J 
 kz;zpa ,uj;jk; jz;zPh; khq;fp\e; Njhy;nfLj;Nj 
ad;dpa td;dq; fhZkhifahw; Fl;lNk.” 
vd;W jd;te;jphp $wpagb>  
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Kf;Fw;wq;fspd; khWghlhdJ euk;G> nre;ePH> Cd;> Njhy; 
,itfisf; nfLj;J Fl;l Nehapid cz;lhf;Ffpd;wJ. 
 ‘thjkyhJ NkdpnflhJ” vd NjiuaH $wpab Fl;l 
Neha;f;fhd Kjw;fhuzk; tspNa MFk;.  
khd;KUf;fpaKk; gpd;tUkhW gfHfpd;wJ> 
‘tFj;jiy abah tspKjy; %d;Wk; 
nfLjYw;W NjhYk;; FUjpAk; 
  jirnad;Gk; gpwTk; nfLj;J 
  Njhy;Neha; tpisf;F kpay;tdhFk;” 
- khd;KUf;fpak;        
Fl;lj;jpw;F Kjw;fhuzk; ‘fpUkp’Na vd;fpwJ FUehb> 
‘nghUkp tUk; thAnty;yhq; fpUkpahNy 
Njfkjpy; nrhwp Fl;lk; fpUkpahNy” 
      - FUehb 
Fl;lj;jpd; tiffs; 
 A+fp itj;jpa rpe;jhkzp-800 vDk; E}y; Fl;lj;jpid 18 
tiffshf tifg;gLj;Jfpd;wJ. 
‘Kj;jhFq; Fl;le;jhd; gjpndl;Lf;Fk; 
Kdpahd A+fp ehd; nrhy;yf; Nfsha; 
 Gj;jhFk; Gz;lupff; Fl;lj;NjhL 
nghUfpd;w tpw;Nghlff; Fl;lkhFk; 
 gj;jhFk; ghkf;Fl;lk; f[rh;kFl;lk; 
ghpthd fuzFl;lk; rpFuFl;lk;  
 fpj;jhFk; fpUl;bzFl;lk; mTJk;guFl;lk; 
nfbahd kz;lyFl;lKkh nkd;Nd” 
 ‘Fl;lkhk ghpr Fl;lnkhL 
  Fbykhk; tprh;r;rpff; Fl;lkhFk; 
 tl;lkhk; itahjp Fl;lnkhL 
  kUtyhq; fpBg Fl;lk; rh;kjyk; 
  jpl;lkhe; Njj;jpUf; Fl;lnkhL 
  rpj;Jkh Fl;lQ;r jhU Fl;le; 
  Jl;lkhQ; RNtjh\;le; jd;ndhnlhf;fr; 
  Rak;ghd gjpndl;L Fl;lkhr;Nr” 
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1. Gz;lhPfk;  - glHjhkiu 10. mguprk;  -typ ngUNeha; 
2. tpr;Nghlfk; - nfhg;Gsk;  11. tprHr;rpfk; - nrhwp 
3. ghkk;  - rpuq;F  12. tpghjpfk; - nrq;Fl;lk; 
4. f[rUkk;  - ahidj;Njhy; 13. rHkjyk;  - Njhy;ntb  
5. fuzk;  - fhJ   14. fpBgk;  - gd;wpj; Njhy; 
6. rpFuk;  - Njhy;ngUNeha; 15. jj;JU  - jbg;G 
7. fpUl;bzk; - fUk;ngUNeha; 16. rpj;Jkh  - ehngUNeha; 
8. mTJk;guk; - mj;jpf;fha; 17. rjhU  - GiungUNeha; 
9. kz;lyk;  - tisak;  18. RNtjk;  - ntz;Fl;lk; 
glHjhkiuapd; FwpFzq;fs; 
 Neha; fz;l ,lk; rpte;jhtJ> fUik epwKldhtJ 
tuk;Gfl;b vhpr;rYld; fhZk;. 
 nrhwpar; nra;Ak;. nrhwpe;jhy; fhe;jYz;lhFk;. 
 mjpf eikr;ry; ,Uf;Fk;. 
   - rpj;j kUj;Jtk; - rpwg;G 
A+fpKdptH $w;Wg;gb> 
‘$LNk jhkiuapd; G+tpjo;; Nghy; 
Ftpe;JNk fWg;NghL ntSg;GkhFk; 
 NjLNk rptg;G gyth;zkhFk; 
jpdTkpf thuhJ nrhidapw; gd;dPh; 
 thLNk ma;apDw; gj;jpahfp 
tUj;j kpfTz;lhfp NehTkhFk;            
 NghLNk rhPuq;fs; Kfq;fs; fhJ 
Gz;lhPff; Fl;lj;jpd; GJik jhNd” 
 jhkiuapd; G+tpjo; Nghyf; fhzg;gLk; gFjpfs; Njhypy; 
Njhd;Wk;. 
 ,it fWg;G my;yJ ntSg;G epwj;Jld; ,Uf;Fk;. 
 rpyNtis rptg;ghfNth gy epwq;fSlNdh ,Uf;Fk;. 
 ,g;gFjpfspy; jpdT mjpfk; fz;L gdp ePh; Nghd;w ePHtbAk;. 
 fgj;jpdhy; cz;lhFk; ,e;Neha; kpf;f tUj;jj;ijf; nfhLj;J 
NehTk; cz;lhFk;. 
 ,J cly; KOtJkhtJ> Kfk;> fhJfspyhtJ cz;lhFk;. 
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‘eLtz; ntSj;jy; mUF rptj;jy; 
jpdT Njhd;wy; ntk;ky; Nehjy; 
 jhkiu Kl;Nghy; nrk;Kis guty; 
jbj;jy; nfhOj;jy; FUjp rPnohOfy; 
 tpiutpY ile;J Gz;gly; vDkpit 
jhkiu njhOtpd; Fwpnad nkhopg”  
       - khd;KUf;fpak;       
‘mbfdj;njhpe;Jr; nrg;ghahuj;jpr; rpe;JfSz;lha;j;       
jplg;glf; fgpiy tz;zQ; nrhpe;J ePh;nghjpe;J Gz;zhy 
 ,bg;gJ nghWj;J NjhW kpQ;rpa tpuzq;fhzpy; 
klg;gpb aida khNj typjU Gz;lhPfk;” 
      - jd;te;jphp. 
 
jPUk; jPuh epiy 
 gpd;tUk; gjpndhU Fl;lq;fs; jPUnkd jd;te;jphp itj;jpak; 
$Wfpd;wJ. mit: 
 
‘G+z;ljj; JUtpNdhL rjhhpfk; Gz;lhPfe;j 
jhz;L tpw;Nghlk; ghkhTld; rh;kjyk; ntz;Fl;lk;  
      cz;bU fhf ee;jp rpe;Jik ayr Fl;lk; 
  Ntz;ba tpthjpNahLk; gjpndhd;Wk; tphpj;Jf;fhNz” 
1. jj;JU Fl;lk; 
2. rjhU Fl;lk; 
3. Gz;lhPf Fl;lk; 
4. tpr;Nghlf Fl;lk; 
5. ghkh Fl;lk; 
6. rHkjy Fl;lk; 
7. fhfee;jp Fl;lk; 
8. ntz; Fl;lk; 
9. rpj;Jkh Fl;lk; 
10. myr Fl;lk;  
11. tpghjpf Fl;lk;  
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fPo;f;fz;l VOk; jPuhnjd;W jd;te;jpup itj;jpak; $Wfpd;wJ. 
1. fghyFl;lk; 
2. rHkPfFl;lk; 
3. cJk;gu Fl;lk; 
4. fpBgFl;lk; 
5. tprHr;rpf Fl;lk; 
6. mFit Fl;lk; 
7. kz;ly Fl;lk; 
A+fp itj;jpa rpe;jhkzpapd; $w;Wg;gb>  
‘Fl;le;jhd; gjpndl;b yrhj;jpae;jhd; 
$wf;Nfs; tpw; Nghlf ghkf; Fl;lk; 
  Fl;le;jhd; fr rUkFl;l NkhL 
  fpUl;bd Fl;lk TJk;gu Fl;le;jhDk; 
  jpl;lkhe; Njj;jpUf; Fl;lNkhL 
  nra; rpj;Jkh Fl;lq; fpBg Fl;lk; 
  jl;le;jhd; kpFe;jr jhU Fl;lk; 
  rk;fpUl;bd Fl;lk; rhj;jpakh nkd;Nd”  
 
jPUk; Fl;lq;fs;: 
1. tpr;Nghlf Fl;lk; 
2. ghkh Fl;lk;  
3. frrHk Fl;lk; 
4. fpUl;bz Fl;lk; 
5. mTJk;gu Fl;lk; 
6. rjhU Fl;lk; 
7. rpj;Jkh Fl;lk; 
8. fpBg Fl;lk; 
9. jj;JU Fl;lk; 
10. rUk Fl;lk; 
glHjhkiuf; Fl;lk; jPuhnjd A+fp itj;jpa rpe;jhkzpAk;> jPUnkd 
jd;te;jphp itj;jpaKk; $Wfpd;wd. 
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Neha;f; fzpg;G 
 Neha;fisf; fzpj;jwpAk; gpzpawp KiwikahdJ fPo;f;fz;l 
%d;W $Wfis cs;slf;fpaJ. 
1. nghwpahy; mwpjy; 
2. Gydhy; mwpjy; 
3. tpdhjy; 
nghwpahy; mwpjyhtJ nka;> tha;> fz;> %f;F> nrtp vDk; 
Ik;nghwpfspd; Jiznfhz;L mwpjyhFk;. 
Gydhy; mwpjyhtJ Ik;nghwpfspd; njhopy;fshd CW> Rit> 
ghHit> ehw;wk;> Xir vDk; Gyd;fspd; cjtp nfhz;L Nehiaf; 
fzpj;jwpjyhFk;. 
tpdhjyhtJ Nehapd; Njhw;wk;> guty;> jd;ik gw;wpa tptuq;fis 
NehahplNkh> mtuJ cjtpahshplNkh Nfl;L mwpe;J nfhs;SjyhFk;. 
,t;tifg; gpzpawp KiwikahdJ etPd kUj;Jtj;jpy; 
Nkw;nfhs;sg;gLk; interrogation, inspection, palpation and percussion 
Mfpatw;iw xj;Js;sJ. 
,itad;wpAk;> vz;tifj; NjHTfs; %yKk; Nehawpe;Js;sdH 
rpj;jHfs;. 
   ‘ehb ghprk; ehepwk; nkhop tpop 
kyk; %j;jpukpit kUj;JtuhAjk;” 
vd Njud; $wpagb> 
vz; tifj; NjHTfshtd:  
1. ehb 
2. CW 
3. eh 
4. epwk; 
5. nkhop 
6. tpop 
7. kyk; 
8. %j;jpuk; 
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,e;j vz; tpj NjHTfSk; Kw;$wpa %tpj gpzpawp Kiwikapy; 
mlq;Fk;. 
1. ehb 
clypy; capH jhpj;jpUg;gjw;Ff; fhuzkhd rf;jp vJNth mJNt 
jhJ my;yJ ehb vdg;gLk;. 
 ngUtpuy; gf;fkhf kzpf;fl;Lf;F xU mq;Fyj;jpw;F Nky; Miu 
vd;gpd; NkNyhLk; ehb euk;G uj;jf; Fohapd; Nky; %d;W tpuy;fis 
tPiz kPl;LtJ Nghy; itj;Jr; rw;W mOj;jpAk; jsHj;jpAk; ghHf;f 
Ms;fhl;b tpuyhfpa Kjy; tpuypy; czHj;JtJ tsp vdTk;> eLtpuypy; 
czHj;JtJ moy; vdTk;> Rz;L tpuypy; czHj;JtJ Iak; vdTk; 
mwpayhk;.     
,lfiy +  mghdd; = tsp 
,lfiyAk; mghdDk; $Ltjhy; tsp cz;lhfpd;wJ 
gpq;fiy + gpuhzd; = moy;; 
gpq;fiyAk; gpuhzDk; $Ltjhy; moy; cz;lhfpwJ 
ROKid + rkhdd; = Iak; 
ROKidAk; rkhdDk; $Ltjhy; Iak; cz;lhfpwJ. 
 
‘nka;asT thjnkhd;W 
Nky;gpj;j Nkhuiuahk; 
 Iaq; fhnyd;Nw mwp” 
- fz;Zrhkpak; 
 tsp xU khj;jpiu> moy; 1/2 khj;jpiu> Iak; 1/4 khj;jpiu 
tpfpjkhf %d;W ehbfSk; KiwNa ed;dpiyapy; fhz;gpf;Fk; 
msthFk;. 
glHjhkiuapy; ehbeil: 
 
‘jhdKs;s Nrj;Jke; jhdpsfpy; ntg;G 
 rak; <is ,Uky; ke;jhu fhrk; 
 <dKWQ; rd;dp tplNjhlk; tpf;fy;  
  ,Uj;Nuhfk; fug;ghd; tpuz Njhlk;” 
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2. CW: 
ghjpf;fg;gl;l gFjpapy; iffshy; njhl;Lg;ghHj;J mwpjyhFk;. 
ghjpf;fg;gl;l ,lk; nrhu nrhug;ghfTk;> tuk;Gfs; caHe;Jk; eLtpy; 
,ay;ghd Njhy; mikg;GlDk; fhZk;. 
3. eh: 
 ghjpf;fg;gl;l Fw;wq;fSf;Fj; jf;fthwhd epwk; kw;Wk; Rit> 
khg;gbe;jpUj;jy;> Gz;> tPf;fk; Kjypatw;iw mwpjyhFk;. 
4. epwk;: 
 ghjpf;fg;gl;l gFjpapy; Fw;wq;fSf;Fj; jf;fthW fUepw> 
fUQ;nrk;ik epw > kq;fpa nre;epw gilfs; fhZk;. 
5. nkhop: 
 Nehahsp NgRk;NghJ cuj;j xyp> rkxyp> Fuw;fk;kpa Ngr;R> 
jho;e;j xyp Kjypatw;iw mwpjyhFk;. 
6. tpop: 
 fz;fspd; epwk;> ePHtbjy;> tPq;fy;> fz;ghHitapd; epiyik> 
Gz;zhjy; Kjypatw;iw Muha;jyhFk;. 
 7. kyk;: 
 epwk; 
 ,sfy;/Fok;ghfpaJ 
 kzk; 
 Eiu 
 ,Wfy; 
 ,uj;jk;> rsp fye;jpUj;jy; 
8. %j;jpuk;: 
,Utifahd rpWePH ghpNrhjidfs; cs;sd. 
  1. ePHf;Fwp  2. nea;f;Fwp 
1. ePHf;Fwp: 
 ‘mUe;Jkhwp ujKk; mtpNuhjkjha; 
  m/fy; myh;jy; mfhyT+z; jtph;e;jow; 
  Fw;wstUe;jp cwq;fp itfiw 
  Mbfyrj; jhtpNa fhJ nga; 
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njhU K$h;j;jf; fiyf;Fl;gLePupd; 
 epwf;Fwp nea;f;Fwp epUkpj;jy; flNd” 
 cz;Zfpd;w mWRitg; nghUs;fSk;; xd;Wf; nfhd;W 
Ntw;WikailahkYk>; grpf;Fj; jf;fgb Fiwj;jy;> mjpfhpj;jy;> 
fhye;jg;Gjy; Kjypa Fw;wq;fSz;lhfh tz;zk; Grpj;J cwq;fp> 
tpbaw;fhyj;jpy; gbf ghj;jpuj;jpy; ePiu Mtp Nghfhjgb nga;j 3¾ 
ehopiff;Fs; mjd; epwf;FwpiaAk>; mjpy; vz;nza; tpl;Lg; ghh;j;J 
fhzg;gLfpd;w FwpiaAk; ftdpj;J gpzpfspd; jPUk;> jPuhj Fwpfis 
nka;g;gpj;jy; KiwahFk;. 
vd;W $wg;gl;lgb ghpNrhjidf;fhd rpWePhpid Nrfhpf;f 
Ntz;Lk;. 
‘te;j ePh; fhp vil kzk; Eiu vQ;rnyd; 
 iwe;jpaYsit aiwFJ KiwNa”  
    vd NjiuaH $wpagb> 
 epwk; 
 kzk; 
 vil 
 Eiu 
 vQ;ry; 
Mfpatw;iw Muha;jy; Ntz;Lk;. 
2. nea;f;Fwp: 
         ‘epwf;Fwpf;Fiuj;j epUkhz ePhpw; 
rpwf;fntz;nza;Nahh; rpWJsp eLtpLj; 
  njd;Wwj; jpwe;njhyp Nafh jike;jjp 
  dpd;wjptiyNghk; newptpop awpAk; 
  nrd;wJ GfYQ; nra;jpia AzNu”           
 - Njiuah; 
ePh; epwf;Fwpahy; Nehiaf; fz;L gpbj;jw; nghUl;Lr; 
nrhy;ypapUf;fpd;w tpjp nghUe;jpa rpWePhpy; xU rpwpa Jsp 
vz;nza;ia eLtpy; ifairtpdhy; vz;nza;j; Jsp rpjwhky; tpl;L 
nta;apyhdJ me;ePhpy; gLk;gb jpwe;J> fhw;whdJ mjpy; tPrp> me;j 
vz;nza;j; Jsp Mlhjgb itj;J> mr;rpWePhpy; tplg;gl;bUf;fpd;w 
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vz;nza;j; JspahdJ nry;Yfpd;w topapy; fz;zwpitAk;> 
capuwpitAk; nrYj;jp> mj;Jsp njhptpf;Fk; Neha; tpsf;fj;ij eP 
njhpe;J nfhs;thahf. 
tspePH 
‘mZFnea; ghk;gpw; fhzpy; mdpy Neha;” 
 ‘muntd ePz;bd; m/Nj thjk;” 
 
 rpWePhpy; tpl;l vz;nza;j; JspahdJ ghk;G Nghy; gutpd; me;ePH 
tspf;Fw;wj;jhYz;lhdjhFk;. 
moy;ePH: 
‘tl;lkhapd; jdptpyhg; gpj;jNehahk;” 
 ‘MopNghy; gutpd; m/Nj gpj;jk;” 
 
 rpWePhpy; tpl;l vz;nza;j; JspahdJ eLtpy; ,iltpl;L 
Nkhjpuk; Nghy; gutpd; me;ePH moy; Fw;wj;jhYz;lhdjhFk;. 
IaePH: 
‘Kj;njdpd; Ia Neha;jhNd” 
 ‘Kj;njhj;J epw;fpd; nkhoptnjd; fgNk” 
 
 rpWePhpy; tpl;l vz;nza;j; JspahdJ guthky;> tpl;l 
,lj;jpNyNa Kj;Jg;Nghy; epw;fpd; me;ePH Iaf;Fw;wj;jhYz;lhdjhFk;. 
fyg;GePH 
‘mutpyhopAk; Mopapy; muTk; 
  mutpd; Kj;Jk; Mopapy; Kj;Jk; 
  Njhw;wpy; njhe;j Njhlq;fshNk”  
 
rpWePhpy; tpl;l vz;nza;j; JspahdJ VNjDk; 
,UFw;wq;fSf;fhd tbtj;jpidf; fhl;Lkhapd; me;ePH fyg;G ePH 
my;yJ njhe;j ePuhFk;. 
 glHjhkiu NehaHfspy; ,skQ;rs;epw ePUk;> rpy NehaHfSf;F 
mjpfkhd ePH ,opjYk;> NtW rpy NehaHfSf;F rpWePH mstpy; 
rpWj;Jk;> nre;epwk; fye;Jk; ,ope;jJ. 
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jpiz 
 
 epyj;jpd; ghFghL jpiz vdg;gLk;. ,J Kjw;nghUspy; 
mlq;Fk;. jpizapidg; gw;wp mwptjd; %yk;> 
 epyq;fspy; cztpw;Fk;> kUe;Jfs; nra;tjw;Fk; fpilf;Fk; 
nghUs;fisj; njhpe;J nfhs;syhk;. 
 ,d;dpd;d epyq;fspy; trpf;f ,d;dpd;d Neha;fs; cz;lhFk; 
my;yJ ePq;Fk; vd;gtw;iw mwpayhk;. 
 kUe;Jfisr; rhg;gpLtjw;F cfe;j epyq;fis mwpayhk;. 
 ,d;dpd;d epyj;J ePh; clYf;F ed;ik my;yJ jPik gaf;Fk; 
vd;gijj; njhpe;J nfhs;syhk;. 
Itif epyq;fs; 
FwpQ;rp : kiyAk; kiyrhHe;j ,lKk; FwpQ;rp epyk; MFk;.               
  ,q;F trpg;NghHf;F cjpuj;ij Kwpf;Fk; fha;r;rYk;>    
  tapw;wpy; Mikf;fl;bAk;> ty;iyf;fl;bAk;  
  cz;lhFk;. 
Ky;iy : fhLk; fhL rhHe;j ,lKk; Ky;iy MFk;.  
 ,e;epyj;jpy; trpg;NghUf;F moy; NehAk;> tsp NehAk;   
 cz;lhFk;. 
kUjk; : taYk; tay; rhHe;j epyKk; kUjk; MFk;. ,JNt  
  kf;fs; trpg;gjw;F Vw;w ,lkhFk;. tsp> moy;>    
  Iakhfpa ,tw;why; cz;lhfpd;w Neha;fisg;    
  Nghf;Fk;. 
nea;jy; : flYk; fly; rhHe;j ,lKk; nea;jy; MFk;.  
 ahidf;fhy; kw;Wk; Flyz;l tpUj;jpia  
 cz;lhf;Fk;. 
ghiy : ghiyepynkd;W jdpj;J ,y;iy.  
 Nfhilf;fhyq;fspy; kUjKk; Ky;iyAk; jd;dpiy    
 jphptjhy; cz;lhtJ. ,e;epyj;jpy; trpg;NghUf;F  
 tsp> moy;> Iakhfpa Kf;Fw;wq;fspdJk; Neha;fs;  
 cz;lhFk;. 
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fhyk;: 
 
nghOjhfpa Kjw;nghUs; rpWnghOJ> ngUk; nghOJ vd 
,Utifg;gLk;. ,it xt;nthd;Wk; MW gFjpfis cilaJ. ngUk; 
nghOjpw;Fk; Fw;wq;fSf;Fk;  RitfSf;Fk; cs;s njhlHgpid ,tz; 
fhz;Nghk;. 
 
t. vz; ngUk; nghOJ Fw;wk; Fw;wj;jpd; jd;ik Rit
1. 
 
 
2. 
 
 
3. 
 
 
4. 
 
 
5. 
 
6. 
 
fhh;fhyk; 
Mtzp - Gul;lhrp 
(Mf];l;16 -mf;15) 
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Ig;grp - fhHj;jpif 
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Kd;gdpf; fhyk; 
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gpd;gdpf; fhyk; 
khrp - gq;Fdp 
(gpg; 16 - Vg;uy;15) 
,sNtdpw;fhyk; 
rpj;jpiu - itfhrp 
(Vg;uy;16 - #d;15) 
KJNtdpy; fhyk; 
Mdp - Mb 
(#d;16 - Mf15) 
tsp 
moy; 
 
tsp 
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Iak; 
 
 
Iak; 
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Iak; 
Ntw;Wepiy tsHr;rp 
jd;dpiy tsHr;rp 
 
jd;dpiy miljy; 
Ntw;Wepiy tsHr;rp 
 
jd;dpiy miljy; 
 
 
jd;dpiy tsHr;rp 
 
 
Ntw;Wepiy tsHr;rp 
 
 
jd;dpiy tsHr;rp 
jd;dpiy miljy; 
,dpg;G 
Gspg;G 
cg;G 
,dpg;G 
ifg;G 
JtHg;G 
,dpg;G 
Gspg;G 
cg;G 
,dpg;G 
Gspg;G 
JtHg;G 
ifg;G 
fhHg;G 
 
JtHg;G 
,dpg;G 
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cly; td;ik 
Neha;f;F vjpuhd clypd; td;ikapid %tifg;gLj;JtH. 
1. ,aw;if td;ik 
2. nraw;if td;ik 
3. fhy td;ik 
,aw;if td;ik: 
 rj;Jt> ,uhrj> jhkr Fzq;fspdpd;Wk; ,aw;ifahfNt 
cz;lhtjhFk;. 
nraw;if td;ik: 
 Kf;Fzq;fspd; NrHf;ifahy; ,aw;ifahf cz;lhd cliy 
me;je;j Fzj;jd;ikf;F chpa czT> nray;fshYk;> clw;fl;Lfspd; 
td;ik nflhtz;zk; epiy epWj;jf; $ba kUe;JfshYk; fhj;Jf; 
nfhs;tjhy; cz;lhtjhFk;. 
fhytd;ik: 
 Mz;lhYk; (tajhYk;) ,sNtdpy; Kjypa ngUk; nghOjhYk; 
cz;lhtjhk;. 
 
Kf;Fw;wk; 
 
 ekJ clyhdJ 96 jj;Jtq;fshy; MdJ. ,j;jj;Jtq;fs; 
njhz;Z}w;whwDs; tsp> moy;> Iak; Mfpa capHj;jhJf;fSk; 
mlf;fk;. tsp> moy;> Iak; Mfpa ,k;%d;Wk; ed;dpiyapy; 
,Uf;Fk;NghJ jhJf;fs; vdTk;> jj;jk; td;ik nfLk;NghJ Fw;wq;fs; 
vdTk; miof;fg;gLk;. 
tsp: 
 tsp vd;gij fhw;W> Cij> thjk;> fhy; vd;Wk; $Wth;. 
twl;rpAk;> ,af;fKk; nfhz;lJ. 
thOkplk;: 
 mghdk;> kyk;> ,lfiy> ce;jpapd; fPo; %yk;> fhkf;nfhb> ,Lg;G 
vYk;G> Njhy;> euk;Gf; $l;lk;> fPy;fs;> kapHf;fhy;fs;> Cd; Mfpa 
,lq;fspy; tho;tjhFk;. 
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tspapd; ,aw;ifg;gz;G: 
 Cf;fKz;lhf;fy;> %r;R tply;> %r;R thq;fy;> kyk; Kjypa 
gjpdhd;F Ntfq;fis ntspg;gLj;jy;> rhuk; Kjypa VO 
clw;jhJf;fSf;Fk; xj;j epfo;r;rpiaj; juy;> Ik;nghwpfl;F td;ikiaf; 
nfhLj;jy; Mfpatw;wpy; clw;Fj; JizGhpjyhk;. 
tsp clypy; nra; njhopy;: 
 cly; Nehjy;> Fj;jy;> euk;G Kjypad Fd;wy;> eLf;fy;> twl;rp> 
G+l;L eOty;> kyk;> rpWePH Kjypad jPa;jy; my;yJ milgLjy;> 
ePHNtl;if> Njhy;> fz;> kyk;> ePH Kjypad fWj;Jf; fhzy;> vr;RitAk; 
JtHg;ghapUj;jy; my;yJ JtHg;ghf tha; eP&wy;. 
tspapd; gphpTfs;: 
 ,J xd;whapUg;gpDk; jd; ,lk;> njhopy; Kjypatw;why; gj;J 
tifg;gLk; mit: 
1. capHf;fhy; - %r;R tpLjYk;> thq;FjYk; nra;Ak;. Grpf;Fk; 
gyg;gy czTfisAk; nrhpf;fg;gz;Zk;. 
2. fPo;Nehf;Fq;fhy; - fPo;Nehf;fp kyryj;ijj; js;Sk.> 
Mrdthiar; RUf;Fk.> md;drhuj;ijr; Nru Ntz;ba 
,lq;fspy; NrHg;gpf;Fk;. 
3. guTfhy; - cWg;Gfis ePl;lTk;> Klf;fTk; nra;J> 
ghprq;fisawpAk.; cz;Zk; cztpd; rhuj;ij 
mt;tt;tplq;fspy; NrHg;gpj;J cliyf; fhf;Fk;. 
4. Nky;Nehf;Fq;fhy; - cztpd; rhuj;ijf; $bapUe;J> mij 
mq;fq;Nf epWj;Jk;;. mij ntspg;gLj;jpAk;> fyf;fpAk; tUjy; 
nra;Ak;. 
5. eLf;fhy; - Nkw;$wpa ehd;F thAf;fisAk; kpQ;rnthl;lhky; 
rkg;gLj;Jk;. mWRitfisAk;> jz;zPH> md;dk; 
Mfpatw;iwAk; rkg;gLj;jp> clypnyy;yhk; NrUk;gb nra;Ak;. 
6. ehfd; - mwpitnaOg;Gk;> fz;fisj; jpwf;Fk;gb nra;Ak;. 
fz;fis ,ikf;Fk;gb nra;Ak;. kapHfisr; rpypHf;fr; 
nra;Ak;. 
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7. $Hkd; - nfhl;lhtp tplg;gz;Zk;. gyj;ij cz;Lgz;Zk;. 
fz;fisj; jpwf;fTk; %lTk; gz;Zk;. cyfj;jpYs;s 
nghUl;fis vy;yhk; fz;fSf;Ff; fhz;gpf;Fk;. 
fz;fspdpd;Wk; ePiu tpog;gz;Zk;. 
8. fpUfud; - ehtpYk;> ehrpapYk; frpit cz;lhf;Fk;. kpf;f 
grpiaAz;lhf;Fk;. xd;iw epidj;jpUf;fr; nra;Ak;. 
Jk;kiyAk; ,UkiyAk; cz;lhf;Fk;. 
9. Njtjj;jd; - Nrhk;giyAk; cly; Kwpj;jiyAk; cz;lhf;Fk;. 
J}q;fp vOe;jpUf;Fk; NghJ maHr;rpia cz;lhf;Fk;. 
fz;iz gy ,lq;fspy; Xl;b cyhTtpf;Fk;. kpf;f Nfhgj;ij 
cz;L gz;Zk;. 
10. jdQ;nrad; - ,J %f;fpypUe;J jbj;J> clk;G KOikAk; 
tPq;fg;gz;Zk;. fhjpy; fly;Nghd;wpiur;rypl;L> ,we;J tpbd; 
fhw;nwy;yhk; ntspg;gl;l gpd;dH %d;whtJ ehspy; 
jiyntbj;j gpd; jhd; NghFk;. 
Nkw;$wpa gj;J tspfspy; Nky;Nehf;Fq;fhy;> guTfhy; kw;Wk; 
eLf;fhy; Mfpad glHjhkiu NehaHfspy; ghjpf;fg;gl;Ls;sd. 
Nky;Nehf;Ff;fhyhdJ clypd; ,aw;if epwj;jpw;F fhuzkhFk;. NkYk;> 
VNjDk; xU thA ghjpf;fg;gbDk; eLf;fhYk; ghjpf;fg;gLk;. 
moy;: 
 ntg;gKk; $HikAk; cilaJ. gpj;jk; vdTk; miof;fg;gLk;. 
moy; thOkplk;: 
 gpq;fiy> gpuhzthA> ePHg;ig> %yhf;fpdp> ,Ujak;> jiy> ce;jp> 
nfhg;G+o;> ,iug;ig> tpaHit> ehtpY}Wfpd;w ePH> nre;ePH> rhuk;> fz;> 
Njhy; vd;Dkpit moy; thOkplq;fshFk;. <jd;wp> 
 ‘gphpe;jpLk; gpj;jk; Nguhk; ryj;jpdpy;”  vdj; jpU%yUk;> 
 ‘Nghnkd;w gpj;jj;Jf; fpUg;gplNk Nfsha; 
  Nguhd fz;lj;jpd; fPojhFk;” 
vd A+fpKdptUk; $Wfpd;wdH. 
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moypd; ,aw;ifg; gz;G: 
 ‘grpjhfk; Xq;nfhspfz; ghHitgz; lj;J 
  Urpnjhp rj;jpntk;ik tPuk; - crpj 
  kjp$Hj;j Gj;jptdg; gspj;Jf; fhf;Fk; 
  mjpfhhp ahq;fh doy;.” 
     - kUj;Jt jdpg;ghly;fs; 
moypd; njhopy;: 
 clypy; ntg;gKz;lhjy;> nre;epwk; my;yJ kQ;rs; epwk; Njhd;wy;> 
tpaHj;jy;> kaf;fk; Vw;gly;> rPw;wk;> tzf;fkpd;ik> mirtpd;ik> 
epidT> ntwp> nkypT> vhpT cz;lhjy;. vr;RitAk; ifg;ghfNtDk; 
Gspg;ghfNtDk; fhZjy;. 
moypd; gphpTfs;: 
 moy;> jd; ,lk;> njhopy; Ntw;Wikahy; Itifg;gLk;. mit: 
1. Mf;fdy; (mdw;gpj;jk;) - jPapd; gz;GilaJ. jPapd; Fzj;ij 
kpFjpahfg; ngw;W> ePHtbtKs;s nghUs;fis twsr;nra;J> 
cz;l czTg; nghUs;fisr; nrhpf;Fk;gb nra;Ak;. 
2. tz;zvhp (,uQ;rfk;) - nre;ePiu kpFjpg;gLj;Jk; gz;GilaJ. 
cztpypUe;Jz;lhd rhw;Wf;F nre;epwj;ijj; jUfpwJ. 
3. Mw;wyq;fp (rhjfk;) - epiwNtw;Wk; gz;GilaJ. mwpT> Gj;jp> 
gw;W ,tw;iwf; nfhz;L tpUg;gkhd njhopiyr; nra;J 
Kbf;Fk;. 
4. xs;nshspj;jP  (gpuhrfk;) - NjhYf;F xspiaj; jUk; gz;GilaJ. 
5. Nehf;foy; (MNyhrfk;) - fz;fSf;Fg; nghUs;fisj; 
njhptpf;Fk; gz;igAilaJ. 
Iak;: 
 jd;ik nea;g;G> ke;jk;> tOtOg;G> nkd;ik> jpz;ik Mfpa 
jd;ikfisAilaJ. 
Iak; thOkplk;: 
 rkhdthA> RopKid> ntz;zPH (tpe;J)> jiy> Mf;fpid> ehf;F> 
cz;zhf;F> nfhOg;G> kr;ir> FUjp> %f;F> khHG> euk;G> vYk;G> %is> 
ngUq;Fly;> fz;> fPy;fs; vd;Dk; ,itfs; Iak; thOk; ,lq;fshFk;. 
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Iaj;jpd; ,aw;ifg; gz;G: 
 epiyj;jy;> nea;g;G> fPy;fspy; mikg;gpd; fl;Lfs;> nghiwAilik 
(grp> ePHNtl;if> Jauk;> fyf;fk;> ntg;gk; ,itfisg; nghWj;Jf; 
nfhs;Sjy;) Mfpa ,it Iaj;jpd; ,aw;ifg; gz;Gfs;. 
Iaj;jpd; njhopy;: 
 nea;g;G> gUj;jy;> td;ik> nrwpT> jz;ik> fPy;fs; njhopy; 
GhpahjpUj;jy;> cly; ntSj;jy;> Cz; tpiutpy; nrhpahik> kpFJ}f;fk;> 
ehtpy; ,dpg;Gr; Rit Njhd;wy;> Njhy;> fz;> kyk;> rpWePH 
ntz;zpwkiljy;> njhopy; Ghptjpy; $Hikapd;ik Mfpa ,it 
Iaj;jpd; njhopy;fshFk;. 
Iaj;jpd; gphpTfs;: 
 thOk; ,lk;> njhopy; ,tw;wpd; mbg;gilapy; Iak; Itifg;gLk;. 
1. mspiaak; (mtyk;gfk;) - jd; ,aw;if nefpo;r;rpj; 
jd;ikiaf; nfhz;L kw;w ehd;F tif Iaq;fl;Fk; gw;Wf; 
Nfhlhf cs;sJ. 
2. ePHg;gpiaak; (fpNyjfk;) - cz;zg;gl;l czTg; nghUs;> ePH 
Kjypaitfis <ug;gLj;jp nkj;njdr; nra;Ae; njhopiyg; 
GhpAk;. 
3. Ritfhizak; (Nghjfk;) - cz;Zfpd;w nghUl;fspd; 
Ritfis mwptpf;Fe; njhopiyr; nra;Ak;. 
4. epiwitak; (jw;gfk;) - ,J jiyapdpd;W ,Ufz;fSf;Fk; 
FspHr;rpiaj; jUk;. 
5. xd;wpiaak; (re;jpfk;) - ,J fPy;fspy; epd;W ,aw;ifaha; 
vy;yhf; fPy;fisAk; xd;Nwhnlhd;W nghUj;jpj; jsur; nra;J 
nfhz;bUf;Fk;. 
glHjhkiuahdJ tspapdhy; cz;lhdjhapUg;gpd;> ghjpf;fg;gl;l 
Njhypd; epwk; fUg;G my;yJ nre;epwj;JlDk;> nrhunrhug;ghfTk; 
,Uf;Fk;. moypdhy; Vw;gl;ljhapd; nre;epwKk;> ntg;gkhfTk;> fhe;jYk; 
,Uf;Fk;. Iaj;jpdhy; cz;lhdjhapd;> ntz;zpwj;Jld; gsgsg;ghAk;> 
jbg;ghAk; ,Uf;Fk;. ,itfsd;wp Kf;Fw;wq;fSk; fye;J 
cz;lhdjhapd; %tiff; Fw;wq;fspdJk; gz;Gfs; fhZk;. 
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clw;fl;Lfs; 
clw;jhJf;fs; vdTk; miof;fg;gLk;. ,it VO tifad. 
1. rhuk;: 
cliyAk;> kdijAk; Cf;fKwr; nra;tJ. 
2. nre;ePH: 
mwpT> td;ik> xsp> nrUf;F> xyp ,itfis epiyf;fr; 
nra;tJ. 
3. Cd;: 
clypd; cUtj;ij mjd; njhopw;fpzq;f mikj;jYk; vd;ig 
tsHj;jYk; nra;tJ. 
4. nfhOg;G: 
xt;nthU cWg;Gk; jj;jk; nraiy ,aw;Wk; nghOJ fbdkpd;wp 
,aq;f> mtw;wpw;F nea;g;Gg; gir Cl;b cjtp GhptJ. 
5. vYk;G: 
cliy xOq;Fgl epWj;jp itj;jy;> nkd;ikahd cWg;Gfisg; 
ghJfhj;jy;> cly; mirtpw;F mbg;gilahapUj;jy; Mfpa 
nray;fisr; nra;tJ. 
6. %is: 
vd;Gf;Fs; epiwe;J mitfSf;F td;ikAk; nkd;ikAk; jUtJ. 
7. Rf;fpyk; / RNuhzpjk;: 
jd;idnahj;j cUtg; ngUf;fpw;F ,lkhfpa fUj;Njhw;wj;jpw;F 
Kjyha; epw;gJ. 
 glHjhkiu Nehapy; rhuk;> nre;ePH ,uz;Lk; Nflilfpd;wd. rhuk; 
ghjpf;fg;gLtjhy; Njhy; nrhu nrhug;ghfTk;> jd; ,aw;if epwk; 
Fd;wpAk; fhZk;. nre;ePH ghjpf;fg;gLtjhy; Neha; ghjpj;j gFjp 
fhe;jYlDk;> Xuq;fs; caHe;Jk; fhZk;. 
 
Iak;nghwpfs; (QhNde;jphpak;) 
 nka; : tspapdplkha; epd;W cliyg; nghUe;jp Cw;iw mwpAk;. 
 tha; : Gdyplkha; epd;W Ritia mwpAk;. 
 fz; : mdyplkha; epd;W fz;izg;nghUe;jp cUtj;ij mwpAk;. 
 %f;F : kz;zplkha; ,Ue;J ehw;wk; mwpAk; 
 nrtp : tpRk;gpdplkhf epd;W nrtpiag; nghUe;jp xypia mwpAk;. 
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 glHjhkiuapy; nka;ahdJ eLtpy; Mwp tUtjhAk;> Xuq;fs; 
guTk; jd;ikAilajhTk;> nfhg;Gsq;fSld; (Vesicles) mhpg;G fhe;jy; 
cs;sjhAk; ,Uf;Fk;. 
ghpfhuk; 
 cly; Neha;fisad;wp> cs;s Neha;fisAk; jPHg;gJld;> NkYk; 
Neha;fs; mZfhjthW jLg;G KiwfisAk; cs;slf;fpaJ rpj;j 
kUj;JtkhFk;. ,jid> 
 ‘kWg;gJ cly;Neha; kUe;njd yhFk; 
  kWg;gJ csNeha; kUe;njdr; rhYk; 
  kWg;gJ ,dpNeha; thuhjpUf;f 
  kWg;gJ rhit kUe;njd yhNk” 
  vd;w jpU%yH thf;fhywpayhk;. NkYk;> Neha;f;fzpg;G 
gw;wpAk; kUj;Jtk; nra;tjd; gw;wpAk;> 
‘Neha;ehb Neha;Kjy; ehb mJjzpf;Fk; 
 tha;ehb tha;g;gr; nray;” 
      - Fws; 948 
‘cw;whd; msTk; gpzpasTk; fhyKk; 
 fw;whd; fUjpr; nray;” 
      - Fws; 949 
vd;W thd;Gfo; nfhz;l ts;StH $wpagb>  
kUj;Jt topKiwahdJ gpd;tUkhW: 
 fhg;G 
 ePf;fk; 
 epiwT 
fhg;G: 
‘tUKd;dHf; fhthjhd; tho;f;if vhpKd;dH  
 itj;J}W Nghyf; nfLk;.” 
   - Fws; 435 
 
vd;W $wpagb> gpzp tuhky; fhj;Jf; nfhs;tNj 
mwpTilikahFk;. glHjhkiu cz;lhfhkYk; NkYk; guthkYk;> 
kPz;Lk; tuhkYk; ,Uf;f rpy jLg;G Kiwfs; ,q;Nf> 
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czT: 
 ,iwr;rp cz;gijj; jtpHf;f Ntz;Lk; 
 mfj;jpf; fPiu> ghfy; ,tw;iw cztpy; mbf;fb NrHf;ff; 
$lhJ. 
 vs;nea;> fj;jhpf;fha;> Nrhsk;> gyh> G+rzp Nghd;wtw;iw 
NehaHfs; tpyf;f Ntz;Lk;. 
 cg;G> Gsp msNthL NrHj;Jf; nfhs;s Ntz;Lk;. 
kUj;Jt mwpTiu: 
 Fsk;> Fl;ilfspy; Fspg;gij jtpHf;f Ntz;Lk;. 
 Fspg;gjw;F ,snte;ePH gad;gLj;j Ntz;Lk.; 
 ghrpg;gapW khT my;yJ eYq;Fkh gad;gLj;jpf; Fspf;f 
Ntz;Lk;. 
 Jzpfis fpUkp ehrpdp fye;j nte;ePhpy; %o;fitj;J> 
Jitj;J> ntapypy; ed;F cyHj;jp cLj;j Ntz;Lk;. 
 kd cisr;riyj; jtpHf;f Ntz;Lk; 
 efq;fis ntl;l Ntz;Lk; 
 ed;F fha;e;j> gUj;jp MilfisNa cLj;j Ntz;Lk;. 
gpzpaZfh tpjp: 
1. Nahfk; (Xfk;) 
2. %r;Rg;gapw;rp (gpuhzhahkk;) 
3. ,Uf;if epiy (Mrdk;) 
Nahfk; (Xfk;): 
 cliyAk;> kdijAk; nrk;ikg;gLj;Jk; fiyahFk;. ,J rhq;fpa 
jj;Jtj;Jtj;jpd; mbg;gilf; $Wfspy; xd;whFk;. ,J vz; 
tifg;gLk;. cyfstpy; kpfg; gutyhd Kiwapy; NehaZfh Kiwahf 
Ngrg;gLk; Mrdk;> gpuhzhahkk; ,uz;Lk; vz;tif Nahfj;Js; 
mlq;Fk;. ,jid> 
 ‘,ak epakNk vz;zpyh Mjdk; 
  eaKW gpuhzh ahkk;gpuj; jpahfhuQ; 
  rakpF jhuiz jpahdQ; rkhjp 
  maKWk; ml;lhq;f khtJ khNk” 
vd;w jpUke;jpu mbfshy; mwpayhk;. 
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‘Xfk;” vd;w nrhy; jphpe;J ‘Nahfk;” vd;whdJ vd;ghH ghthzH. 
Xfk; vd;gjd; nghUs; ‘xd;wy;”> ‘fyj;jy;” vd;gjhFk;. ,dp> 
1. ,akk;   - ,ay; vd;gJ xOq;F: eil xOq;F gapYjy;  
  ,ay;kk;. mJ ,akk; vd;W epd;wJ. 
2. epakk;  - eak; vd;gJ ed;ik> eakhd topfisf;  
  filgpbj;jy; epakk;. 
3. Mrdk;  - ,Uf;Fk; Kiw. 
4. gpuhzhahkk;  - gpuhzd; capH %r;R> mjid mlf;fp xOq;F  
  nra;jy;. 
5. gpuj;jpahfhuk; - Ik;Gyd;fisAk; mlf;fp xUepiyg;gLj;jp> cs;sk;  
  Ntnwhd;iwAk; vz;zhjpUf;Fk;gb nra;tJ. 
6. jhuiz  - mjhtJ xNu vz;zk;> kdj;ijj; jd;trg;gLj;jpf;  
  Fwpj;j nghUs; xd;wpidNa vz;Zjy;. 
7. jpahdk;  - Fwpj;j xU nghUisg; gw;wp ,iltplhky;  
  rpe;jpg;gJ. 
8. rkhjp  - mwpJapy; - epidtw;w Mj;Jkj; jpahdk;.   
  mjhtJ> ,e;jphpa Kjypa jj;Jtr; Nrl;ilfl;F          
  VJtha; ahf;ifAs; epd;W mtw;NwhL  
  $bDktw;wpw; gw;wd;wpapUf;Fk; jd;idj; jhd;  
  fhz;ly;. 
 
gpuhzhahkk;: 
 gpuhzhahkk; vd;gjd; nghUs; ‘%r;rlf;fy;’ vd;gjhFk;. %f;fpd; 
Jis topNa ,aq;Fk; fhw;iw jd; topg;gLj;Jtjd; %yk; clypd; 
nray;ghLfis rkepiyapy; itf;fyhk;. vg;gbnadpy;> %f;fpd; ,lJ 
Jis topahf gpuhzthA nry;tJ ,lfiy (re;jpu ehb) vdTk;> tyJ 
%f;Fj; Jis topahfr; nry;Yk; gpuhzthA gpq;fiy (#hpaehb) 
vdTk; miof;fg;gLfpwJ. 
 caphpdq;fspd; tho;Tf;F Mjhukhf cs;s xU epfo;T jl;gk;> 
ntg;gk; vd;w ,aw;ifr; rk epiyahFk;. 
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,lJ ehrp topahf gpuhzthA nry;Yk; NghJ jl;gKk; tyJ ehrp 
topahf gpuhzthA nry;Yk; NghJ ntg;gKk; clypy; Vw;gLfpd;wd. 
Rthrj;jpd; ,e;epfo;Tfshy; clypd; ntg;gepiy rPuhf 
itf;fg;gLfpd;wJ. Neha;fspy; ,Ue;J cly; fhf;fg;gLfpd;wJ.  
NkYk;> jpq;fs;> Gjd;> nts;spf; fpoikfspy; ,lJ ehrpapYk;> 
nrt;tha;> rdp> Qhapw;Wf; fpoikfspy; tyJ ehrpapYk; mjpfhiy 
ehd;F kzpapy; njhlq;fp Ie;ije;J ehopiffshf xt;nthU %r;Rj; 
Jisahf khwp> khwp Rthrk; elf;Fk;. tpahof; fpoik tsHgpiwapy; 
,lJ ehrpapYk;> Nja;gpiwapy; tyJ ehrpapYk; Rthrk; Muk;gpj;J 
elf;Fk;. ,e;j ,aw;if epfo;T khWgLk;NghJ Neha;fs; cz;lhfpd;wd. 
gpuhzhahkk; nra;tjd; %yk; Nkw;fz;l ,aw;if epfo;T  
epiyepWj;jg;gl;L cly; eyk; fhf;fg;gLfpd;wJ. 
kUj;Jtg; gad;fs;: 
 tsp> moy;> Iak; Mfpa %d;W capHj;jhJf;fSk; rkepiyapy; 
elf;Fk;.  
 clYk;> cs;sKk; tYg;ngWk;.  
 cly; jpRf;fSf;F mjpfsT capHfhy; fpilf;fpd;wJ. 
 clypd; ntg;gepiy rkepiyapy; itf;fg;gLfpd;wJ.  
Mrdk; 
Mrdk; vd;gjpd; nghUs; ,Uf;if vd;gjhFk;. cly; cWg;Gfis 
chpa Kiwapy; klf;fp xU epiyapy; nfhz;L te;J mkHe;J mjd; 
%yk; kdj;jpidf; fl;Lg;gLj;Jk; ,Ug;G epiyjhd; Mrdk;. 
Njhy; NehaHfSf;fhd Mrdq;fs;: 
 gj;khrdk; 
 rHthq;fhrdk; 
 G+uz rtrhe;jp Mrdk;  
 jhlhrdk;  
1. gj;khrdk; 
rkjsj;jpy; rk;kzkpl;L cl;fhHe;J tyg;ghjj;ij ,lj; njhil 
kPJk;> ,lg;ghjj;ij tyJ njhil kPJk; Vw;wp ,uz;L iffisAk; 
Kd;Gwk; xd;wd; gpd; xd;whf NfhHj;J kyHe;jpUf;FkhW ,Uj;jy;. 
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gyd;fs;: 
 cly; eyKk;> kd kfpo;r;rpAk; Vw;gLk;. 
2. rHthq;fhrdk; 
 ky;yhe;J gLj;J fhy;fis nkJthf xl;bagbNa NkNy J}f;fp 
gpd;> Gl;l ghfj;ijAk;> ,Lg;Gg; ghfj;ijAk; NkNy J}f;fpf; iffshy; 
KJFg; Gwj;jpy; jhq;fp epw;wy;. 
gyd;fs;: 
 eiu> jpiu> %g;G khwp ,sikAz;lhFk;. 
 tPjdNfhsk; J}z;lg;gLfpwJ. 
 clypd; vy;yh cWg;GfSk; gyg;gLk.; 
3. jhlhrdk; (Palm tree posture) 
 Neuhf epd;W nfhz;L ,U fhy; ghjq;fisAk; mUfUNf 
itj;Jf;nfhs;sTk.; gpd; iffisj; jiyf;FNky; J}f;fp ,U if 
tpuy;fisAk; xd;Wf;nfhd;W gpd;dpf; nfhz;L Mfhaj;ij Nehf;fp 
,Uf;FkhW itf;fTk.; gpd;dH> ,Ugpd;dq;fhy;fis J}f;fp cly;ghuk; 
KOtJk; ,Ufhy; tpuy;fspYk; ,Uf;FkhW epw;fTk;. 
gad;fs;: 
 euk;Gfis td;ikg;gLj;Jk;  
 jir kw;Wk; efq;fspy; tsHr;rpiaj; J}z;b 
eff;fZf;fspy; fpUkpfs; mz;lhjthW nra;Ak;.  
 eff;fz;;Neha;fis (Onychomycosis) Nghf;Fk;. 
4. G+uz rtrhe;jp Mrdk; 
 ky;yhe;J gLj;Jf; fhy;fis NeuhfTk;> iffis clNyhL 
gf;fthl;bYk; itj;J Neuhfg; gLj;J ,Uj;jy;. 
gad;fs;: 
  ,J fisg;igg; Nghf;Fk;. Gj;JzHr;rpia cz;lhf;Fk;. 
ePf;fk; 
kUj;Jtk; nra;jypd; Nehf;fq;fshtd: 
1. tsp> moy;> Iak; Mfpa Kj;jhJf;fisAk; rkepiyf;F 
nfhzUjy;. 
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2. Nehapd; FwpFzq;fis cs; (Crpj;jfiu tpijr; #uzk;) 
kw;Wk; ntsp (glHjhkiuf; fspk;G) kUe;Jfspd; 
Jiznfhz;L ePf;fy;. 
 ,e;Nehapy; tspf;Fw;wNk kpFjpAk; ghjpf;fg;gLfpwJ. ,jid 
rkepiyf;F nfhz;L tu> 
  ‘tpNurdj;jhy; thjk; jhOk;” 
 vd;gjw;fpzq;f>  
fopr;rYz;lhf;fp kUe;Jfis Kjypy; cs;Sf;F nfhLf;f 
Ntz;Lk;. rTf;fhuj;jpw;F gjpyhf eYq;Fkhitg; gad;gLj;jp 
Fspf;fTk;> ed;F Jitj;J ntapypy; ed;F cyHj;jpa gUj;jp 
Milfis mzpaTk; mwpTWj;jg;gl;lJ. 
czTf;fl;Lg;ghL: 
 ‘ngUFQ; Nrhs kpWq;Fk; ngUk;fk;G 
  tuF fhWld; thioapd; fhnahL 
  ciunfhs; ghfw; nfspw;W kPd; cz;bby; 
  tphpt jha;fug; ghDkpFe;jNj” 
vd;gjw;fpzq;f>  
Nrhsk;> fk;G> tufhprp> fhuhprp> thiof;fha;> ghfy;> nfspj;jp kPd; 
,tw;Wld;> mfj;jp> fj;jhpf;fha;> ez;L Kjypa Njhy;Neha;fis 
mjpfhpf;fr; nra;Ak; nghUl;fis cztpy; jtpHf;f mwpTWj;jg;gl;lJ. 
fd;k eptHj;jp: 
 ‘NgW apsik ,d;gk; %g;G 
  gpzp rhf;fhL apitahWk; fUtpyikg;G” 
vd;wgb>  
fUtpNyNa Njhd;wpajhapd; mfj;jpaH fd;k fhz;lk; - 300-y; 
$wpagb fd;keptHj;jp nra;ayhk.; mit: 
 Njhl;lq;fsikj;jy; 
 nghJf; fpzWfs; ntl;Ljy.; (jw;fhyk; fpzWfspy; 
ePHCw;Wfs; twz;L tpl;lgbahy;> FbePUf;fhd gpw 
topfisg; gad;gLj;jyhk;. c.k;. jz;zPH ge;jy; mikj;jy;.) 
 nghJkf;fspd; cgNahfj;jpw;nfd rhiyfs; mikj;jy; 
 kuq;fis tsHj;jy;. 
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epiwT 
mDghdk;: 
 Nehapid tpiue;J ePf;fw;nghUl;L kUe;Jld; jug;gLk; nghUs; 
mDghdk; MFk;. 
 ‘mDghdj;jhNy atpo;;jq;fl; fhz;ik 
  fdkhF Nkd;iknay;yhk; fhl;Lk; - Fzkhd 
  Ngjh Ngjq;fnsy;yhk; Ngjpj;jwpe;jtNu 
  ehjhf;f nsd;Dkiw E}y;” 
      - NjiuaH akf ntz;gh 446 
vd;W $wpagb>  
mDghdj;jhy; kUe;jpd; Neha; ePf;Fk; td;ik $Lk; 
vd;gjidAk;> jFe;j mDghdkpy;yhj kUj;Jtk; KOikailtjpy;iy 
vd;gijAk; mwpayhk;. 
gj;jpak;: 
 ‘gj;jpaj;jpdhNy gyDz;lhFk; kUe;J 
  gj;jpaq;fs; Nghdhy; gyd;NghFk; - gj;jpaj;jpy; 
  gj;jpaNk ntw;wp jUk; gz;bjHf;F Mjypdhy; 
  gj;jpaNk cj;jpnad;W ghH”. 
       - NjiuaH ntz;gh 
 kUe;jUe;Jq; fhyj;jpy;> kUe;jpd; tPhpaj;ijf; nfLf;ff; 
$bajhd nghUl;fis ePf;FjYk;> kUe;jpd; jPf;Fzq;fis ePf;fp> 
Nehapid tpiutpy; ePf;fr; nra;Ak; ,ay;Gila nghUl;fis cztpy; 
NrHj;jYkhd Kiw. 
 mak; Kjypa cNyhf gw;g> nre;J}uq;fs; nfhs;Sq;fhy; Gsp 
ePf;FjYk;> ghz;L> Nrhig> fhkhiy Mfpa Neha;fSf;F mak;> 
maf;fhe;jk; ,itfshyhfpa nre;J}uq;fis toq;Fk;NghJ> fha;r;rpa 
nts;shl;Lg; ghiyr; Nrhw;Wld; $l;b cz;L tUjYk;> Njhir> 
,l;lyp> gioa NrhW ,k;%d;wpy; VNjDk; xd;iw vUikj; japhpy; 
fye;J> tapW epiwag; Grpj;Jg;> gpd;G tpuzq;fspd; Nky; Nfhopapwiff; 
nfhz;L jhsf vz;nza;iag; G+RtJk; ,jdpy; mlq;Fk;. 
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czT Kiw: 
 
 NehaH ey;y midj;J tifahd Cl;lq;fisAk; cila 
rkr;rPuhd czTfis cz;zNtz;Lk;. NkYk;> jhdpaq;fs;> gr;irf; 
fha;fwpfs;> goq;fs;> Kjypaitfis cztpy; NrHj;Jf; nfhs;s 
Ntz;Lk;. 
 
 NjdPH> fhgp> gjg;gLj;jg;gl;l czTg; nghUl;fs;> nraw;if 
Ntjpg; nghUl;fs; fye;j czTfs; Kjypatw;iwAk; jtpHf;f Ntz;Lk;. 
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MODERN ASPECT 
SKIN ANATOMY 
 
The skin is a protective covering of the body which shows wide 
regional variation in structure like scalp, face, earlobes, back, palms and 
soles etc. Thickness varies, the number of  sebaceous glands, collagen 
fibre and vasculature differ in different parts of the integument.  
ANATOMY 
The skin of an adult weighs and average of 4 kg and covers an area 
of 2 m2. It has three layers, Superficial, epithelial layer (or) epidermis and 
underlying connective tissue layer, Dermis (or) cornium. Beneath the 
corium is another connective tissue layer, hypodermis or subcutaneous 
layer. 
EPIDERMIS: 
The epidermis is formed of non - vascular stratified epithelium. Its 
usual thickness is between 0.07 to 0.12 mm. The epidermis is mainly two 
divisible; they are keratinizing (or) malpighian system (keratinocytes) 
which forms the bulk and the pigmentary system (Melanocytes) which 
produces the pigment.  
Five layers are present in the epidermis .They are. 
l) Stratum Germinativum (or) Stratum Basale: 
This is the deepest portion of the epidermis and is composed of 
columnar cells placed perpendicular to the skin surface. The whole of the 
epidermis germinates from this stratum, hence the name stratum 
Germinativum. 
2) Stratum Malpighii (or) The Prickle Cell layer: 
It is superficial to the basal cell layer, and is composed of several 
layers of polyhedral cells connected to each other by intercellular bridges. 
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3) Stratum Granulosum: 
It is composed of flat, fusiform cells which are one to three layers 
thick. It is superficial to the Stratum Malpighii. These cells contain both 
irregular and regular granules of keratohyalin. 
4) Stratum Lucidum: 
It is pale and wavy looking layer, present superficial to the stratum 
granulosum. This layer contains refractile droplets of eleidin.  
5) Stratum Corneum: 
This is the most superficial layer, the outer surface which is 
exposed to the atmosphere. It consists of many layers of non nucleated, 
flattened, cornified cells.  
Dentritic Cells of Epidermis: 
These are melanocytes, Langerhan's cells and interminate cells. 
The melanocytes are the pigment producing cells. The cells of langerhan 
are found above the middle of epidermis.  
Basal Lamina (Basement Membrane): 
Dermal side of the basal lamina contains of few scattered collagen 
fibres.  
DERMIS: 
The dermis, which is bounded distally by its junction with the 
epidermis and proximally by the subcutaneous fat. The basement 
membrane of the dermis is a supporting matrix (or) ground substance 
contains rich polysaccharides. The matrix contains two kinds of proteins. 
They are collagen & elastin. The former gives strength and the later gives 
elasticity. 
Hair follicles, various types of sebaceous and sweat glands, main 
muscle fibres and sensory end organs like pacinian and adipose tissue are 
seen in the microscope section of the dermis. 
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The dermis contains few cells, which are fibroblasts, mast cells, 
histocytes (or) macrophages, lymphocytes (or) other leucocytes and 
melanocytes.  
In the deeper layer of dermis and in arterio-venous anastomosis are 
surrounded by sphincter, the group of smooth muscles under autonomic 
control. 
DERMAL APPENDAGES 
Sebaceous Glands: 
They are situated in the upper half of the cornium. The Sebaceous 
glands are derived from the epithelial cells of the hair follicle and the 
present everywhere in the skin except on the palms and soles. 
They are multi lobulated and covered by a connective tissue 
capsule which is a layer of small epithelial cells. As these cells mature 
towards the centre of the lobules, they enlarge and their cytoplasm 
becoming arranged in a delicate network surrounding globules of fat 
(Sebum). Towards the duct the whole cell disintegrates, lobulating its fat, 
glands therefore being classified as a nolocrine glands.  
Sweat Glands: 
These are found in all areas of the skin. The sweat glands originate 
as down growths from the epidermis. These consist of a single 
unbranched tube which terminates in the form of a coil in the mid-
cornium. The coil is the secretary segment and is lined by a single layer 
of epithelial cells. The duct runs straight upwards from it to the 
epidermis, which it transverses in a corkscrew manner to open on the 
surface at the pore. The latter is converted by a loose meshwork of horn 
cells. 
Apocrine Glands: 
They occur in the axillae, areola and nipples of breasts, umbilius, 
around the anus and the genitalia.  The myo-epithelial cells are highly 
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developed and more abundant in these glands. They are specified sweat 
glands and their secretion is odoriferous which is the secondary sexual 
significance.  
Hair: 
Hair is found on almost every part of the body surface except on 
the palms and soles, the dorsal surface of the terminal phalanges, the 
inner surface of the labia, the inner surface of the prepuce and the glans 
penis. Hair growth and development is under endocrine control. 
Hair is made of hard keratin and is analogous to nail. It is formed 
by the hair matrix, a layer of specified epidermal cells. Copping the 
papilla, the two structures makingup the hair bulb. Melanocytes are 
present in the matrix and from the pigment of hair. The portion of the hair 
below the surface of the scalp is known as the hair root. Above the 
surface of the scalp, the hair is composed of the medulla, cortex and 
cuticle. 
The medulla of seven rows of soft keratin, but it is discontinuous 
(or) even absent is most human hairs. The cortex is main structural 
component and it is made up of tightly packed fusiform keratinized cells.  
Nails: 
These are semitransparent plate like structures, covering the dorsal 
surfaces of the phalanges of the fingers and toes.   The nails are 
composed of many layers of flattened keratinized cells fused into a 
homogeneous mass. They arise from epidermal lining, an invagination of 
skin at the base of nail. This specialized epidermis is known as the nail 
martrix. The invagination of skin at the base of the nail is called the nail 
fold. 
The anterior border encroaches upon the nail plate as a flattened 
keratinous rim, the cuticle and forms protective barrier irritants and 
infections.  
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Blood vessels: 
The blood supply of the skin originates from a large number of 
arterioles forming anastamosis in the deepest part of the cortex. From 
here single vessels run upwards and from a second network in the upper 
cortex. Finally terminal arterioles ascend into the papillae ending in 
capillary loops, which drain into connecting venules. The blood is 
returned to the large veins in the subcutaneous tissue.  
Lymphatics: 
The skin contains a rich network of lymphatics, which drain into a 
few large vessels in the hypodermis.  
Nerve Supply: 
The nerve supply of the skin consists of a motor sympathetic 
portion derived from the sympathetic ganglia and sensory spinal portion 
arising from the dorsal route ganglia. The sympathetic fibers innervate 
the blood vessel, erector pilorum muscles and apocrine duct, where the 
fibres are adrenergic and cause contraction.  
PHYSIOLOGY 
 
1. Protective function: 
The epidermis and subcutaneous fat plays main role in the 
protective function. The mechanical properties of the skin depend mainly 
on the dermis. It protects the penetration of harmful substances and 
bacterial invasions. Another is to protect against sunlight by synthesis of 
melanin pigment. 
2. Immunological function: 
The skin is in the front line of the defences of the body. In essence 
the defence involves the production of antibody - complex, multi - hair 
proteins which bind with the offensive antigens. Langerhans cells 
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probably play a contact sensitization, Immuno surveillance against viral 
infections and neoplasms. 
3. Sensory function: 
The skin is richly supplied with nerves and various types of 
specialized sensory end - organs, which provide information regarding 
environmental changes, so that the body can adjust its activities 
accordingly. In some animals the hair at certain situations have 
specialized sensory receptors located at the bases of the hair follicles 
which serve to enhance sensory appreciation. 
4. Secretion and excretion: 
 The skin posseses various types of glands which pour secretions on 
the surface. The more important glands are the sweat and the sebaceous 
glands. The eccrine which are scattered all over the body surface secrete a 
thin, transparent, watery fluid, known as true sweat; while the apocrine 
glands secrete a thicker, rather milky and odoriferous solution.  
Sweat in its composition consists of 1.2% solids and 98.8 % water. 
The substances excreted in it are Sodium chloride, Sodium phosphate, 
Sodium bicarbonate, keratin and a small amount of urea. The skin can 
also excrete certain drugs administered to the individual for example 
mercury, arsenic, iodine, etc.. 
The sebaceous glands of the skin secrete sebum which is composed 
of fatty acids,   cholesterol, alcohol, etc..   Fatty acids have a mild 
fungistatic activity. The sebum acts as a lubricant for the drying effects of 
the atmosphere. 
5. Synthesis of Vitamin "D" 
Vitamin D is synthesized in the skin as a result of exposure to ultra 
violet "B" radiation and since it is carried in the blood attached to a 
binding protein to exercise specific effects at a different site. Vitamin D is 
essential for skeletal development, and it contains antirachitic properties. 
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Vitamin D3 is formed principally in the stratum spinosum and the stratum 
basale, from the precursor dehydrocholesterol by way of a              
provitamin D3 (2, 5). 
6. Body Thermo Regulation 
The skin plays the most important role in the regulation of heat 
loss. It loses heat to the environment in three ways by conduction, by 
radiation and by evaporation. Heat loss by the first two mechanisms take 
place, when the environment temperature is lower than that of the skin. 
Heat loss by evaporation mainly means the amount of heat spent by the 
body to evaporate the sweat from the surface of the skin. About 90% of 
the heat loss of the body is regulated by the skin. 
The  heat  loss  through  the  skin  is  regulated  by  various  
physiological mechanism which include. 
1. The reaction of the cutaneous vessels 
2. The reaction of the smooth muscle fibres of the skin 
3. Perspiration. 
7. Endocrine functions: 
Hair follicles and sebaceous glands are the targets for androgenic 
steroids secreted by the gonads and the adrenal cortex and melanocytes 
are directly influenced by polypeptide hormones of the pituitary. 
8. Storage function of skin: 
Blood is stored in the rich sub papillary   plexuses of the dermis, 
about one litre. The skin is also a good store house of ergosterol, 
irradiated by the ultra violet light of the sun and converted into vitamin 
"D" 
The junction between dermis and hypodermis has a considerable 
capacity for storing fat and permanent store of subcutaneous adipose 
tissue. Certain substances like glucose and chloride may also be stored in 
the skin temporarily. Cornified layer also acts as a reservoir for tropically 
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applied cortico - steroids (or) other hormones which are absorbed slowly 
for many days from the skin surface. 
9. Absorption: 
The skin can absorb substances dissolved in fat solvents like 
vitamins and hormones. Inflammation greatly increases the skin 
permeability. Substances that are completely insoluble in water and lipids 
do not penetrate. 
10. Gaseous Exchange through skin: 
A small amount of gaseous exchange occurs through the skin. In 
man the amount of CO2 exchanged through the skin is negligible 
compared to the amount exhaled from the lungs.  
 
INTRODUCTION TO FUNGI 
 
The importance of Fungi 
 Fungi were long regarded as primitive or degenerate members of 
the plant, but their independence as group is now universally recognized. 
Since they are incapable of photosynthesizing their own organic food 
requirements form CO2water, they must exist as saprophytes or parasites. 
Between 50,000 to 1, 00,000 species are known, some are aquatic, 
some are marine but majorities are terrestrial. Most fungi are saprophytic 
and play important role in nature by returning to the soil nutrients 
originally by higher plants. Their ability to transform sugar into alcohol 
and Carbon-di-oxide, along utilized in brewing and baking. Their 
capacity for producing antibiotics, for example penicillin has long been 
recognized and exploited. 
In agriculture, fungal pathogens are responsible for losses 
amounting to perhaps 10% of the world's crops.   Fungi can also harm 
man more directly by producing mycotoxins, by acting as allergens and 
by direct tissue invasion. 
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Fungal biology 
Sub division       :         Ascomycotina 
         Genus             :         Arthoderma 
          Family          :          Gymnoscaceae 
Fungi differ form the higher plants in structure, nutrition and 
reproduction. Fungi and bacteria are like in lacking chlorophyll and 
therefore being unable to photosynthesize, but differ from each other in 
many ways. In size, in cytoplasmic and morphologic complexity fungi 
greatly exceed bacteria. 
Fungi 
 Eucaryotic (A discrete nuclear membrane and a nucleus that 
contains several chromosomes) . 
Bacteria is Procaryotic (No nucleus or nuclear membrane and 
possess only single chromosome). 
Fungal cell wall is rigid usually composed of chitin, glucan and 
mannoproteins. The cytoplasmic membrane of fungi contains sterols 
principally ergosterol, which are the target sites of action for the major 
classes of antifungal drugs. 
Fungi may be unicellular for example, the yeast, or the cellular 
units may be connected together to form long filaments of hyphae as in 
the common moulds. In the terms of intracellular organization yeast and 
moulds are essentially similar and certain conditions some yeast may 
become filamentous and some moulds may grow multiply as yeast.   This 
ability to change their form is known as dimorphism and is highly 
characteristic of some pathogenic fungi, e.g. Blastomyces dermatitidis, 
Histoplasma Capsulatum. 
The hypae are usually divided into cells by cross walls or septa, 
when the interwoven mass of hyphae remaining loosely arranged, it is 
known as mycelium. 
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This undifferentiated mycelium forms the basic vegetative body or 
thallus often inconspicuous. It is the developement of various structures, 
from or on the hyphae for purposes of propagation which give the 
characteristic features associated with fungi grown on culture media. 
The distinctive surface colours and textures of any moulds are due 
to the formation in great numbers of minute spores, which are capable of 
being spread easily and thus initiating new growths. 
The conspicuous toadstool and mushroom formed of closely 
compacted masses of hyphae is essentially spore bearing structures.   
Spores differ from species to species. 
Reproduction 
 Fungus reproduce its generation by 2 ways 
1. Asexual reproduction 
2. Sexual reproduction 
Normally the rapid vegetative growth which follows successful 
colonization gives way to the production of a sexual reproduction. 
Ultimately the loss of nutrient source or the onset of other adverse 
conditions is accompained by changes appropriate to survival and a low 
level of metabolic activity leads to sexual reproduction. 
Asexual reproduction 
 Vegetative spores (chlamydospores/Arthrospore) 
    
Sporophores (spore bearing hyphae) 
    Mitotic nuclear division 
                          Asexual spores  
Asexual spores vary in size, shape colour and complexity. A 
fungus may produce more than one type of asexual spore. 
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Types: 
1. Microspore  - Microconidium 
2. Macrospore  - Macroconidium 
3. Sporangiospore - Spores borne endogenously 
4. Conidiospore  - Spores borne exogenously or conidia 
Sexual reproduction 
Sexual reproduction involves the fusion of two nucluei and 
subsequent meiosis of reduction division. Fungi are often haploid and 
meiosis takes place following fusion, except in certain years the diploid 
state is relatively short lived. This stage of life cycle is known as the  
Perfect  state or Telomorph. 
According to different methods of asexual reproduction the fungi 
are classified into four classes. 
1. Zygomycets  - eg.Mucour sp. Rhizopus sp. 
2. Ascomycets  - eg. Arthroderme sp. 
3. Basidiomycets  - eg. Mushroom, Toadstools 
4. Fungi imperfecti - eg. Candida sp., Microsporum sp., 
(Deuteromycets)  Trichophyton 
sp., Histoplasma capsulatum.  
Classification of disease caused by fungi (Mycoses): 
1. Cutaneous/superficial mycoses:  Infections that involve only the 
skin and its appendages, eg. Dermatophytosis. 
2. Systemic mycoses: Fungal infections; that spread via 
lymphohematogenous dissemination to involve one or more 
organs, such as lungs, skin, liver, spleen and CNS. eg. Candidiasis. 
3. Endemic mycoses: Prone to cause disease due to altered host 
defence. 
 
 
 50
Definition 
Dermatophytosis represents the superficial infection of Keratinized 
tissue caused by dermatophytes. 
(Dermatophytes - are related fungi capable of causing skin changes of the 
type known as ring worm) 
History 
The study of dermatophytosis has been aided by the superficial 
nature of its clinical manifestations. These infections were described in 
the earliest historic accounts. 
"Tinea" a name that remains today, literally refers to an insect larva 
(clothes moth) that was thought by the Romans to be the cause of the 
infection. 
In 1800s - The organism responsible for favus cultured. 
1910 - sabouraud (Father of modern medical mycology) - 
classification of dermatophytes and observation are made (clinical and 
therapeutic). 
EPIDEMIOLOGY 
Agent Factor: 
A.  The dermatophytes represent 39 closely related species in 3 
imperfect genera. 
1. Microsporum 
2. Trichophyton 
3. Epidermophyton 
B.Depending upon their natural habits dermatophytes may be 
classified as  
1. Geophilic organisms 
Adopted for soil habitation sporadically infest human and less 
pathogenic for humans. Example: Microsporum species, N. fulvum, 
Tinea ajellos. 
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2. Zoophilic organisms 
i. Primarily infect higher animals but can be transmitted to     
     humans sporadically, eg. a)  Microsporum canis - Dog, cattle,  
 cat sheep, pigs, rodents, monkeys. b) Microsporum distortum –  
 Dog, cat, horse, monkey 
ii. Causes servere inflammation. But more readily curable 
iii. Domestic animal and pets are increasing source of this  
 infection. 
3. Anthorpophilic organisms 
1. Often epidemic in nature, have adapted to infect humans. 
2. They cause mild but chronic lesion and transmission by direct 
contact or through fomities. 
3. Host differences play a role in the Epidemiology of 
anthropophilic infections. 
C. Endemic areas (Geographical Location) 
Dermatophytosis occurs throughout the world but certain types of 
disease and some species of fungi show geographically restricted 
distribution. 
Eg. Microsporum mannum - Cuba (Endemic region) 
 T. Concentricum - India, Pacific Islands, Ceylon, Central and 
South America. 
Host Factors 
Host differences play a role in the epidemiology of anthropophilic 
infections. 
Intercurrent diseases, altered host defence system are important 
host factors. 
Other Factors 
1. Age 
 Anthropophilic tinea capitis occurs more in children. 
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2. Sex and Race 
i. Black male children appeared to be particularly susceptible. 
ii. Females - Tricophyton Tinea capitis when occurring in adults is 
common for the Female.  
iii. Males - Tinea cruris more common in males. 
The causes for the sex differences in infection may be explained 
partially by females are less frequently exposure to an environment 
conductive to the spread of the organism. (eg. athletic organizations, 
military service, hotels) when these factors are equalized, the incidence of 
tinea in women approaches that in men. 
3. The location of the dermatophytosis is partially dependent on climatic 
of the area and the customs of the resident population, eg. Tinea pedis 
more common in areas, where all wearing shoes. In locations, where 
the inhibitants where sandals or go bare foot the infection is markedly 
less common. 
Common predisposing factors or conditions 
 Overcrowding, poor personal hygiene, low socio-economic 
condition. Interruption in anatomical barriers,   (burns and endotracheal 
tubes) or indwelling foreign bodies (catheter, prosthetic heart 
valves/joints) granulocytic dysfunction, secondary to hematological 
malignancies (leukemia) or cytotoxic chemotherapy, depressed cell 
mediated immunity associated with organ transplantation, AIDS or 
immunosuppressive therapy, (corticosteroids therapy) diabetic 
ketoacidosis, intravenous drug abuses. 
Fungi are facultative pathogens, (only in the presence of certain 
adjuvant factors like trauma, maceration, warmth, lack of fresh air and 
sunlight to a part, previous infection, sensitization and debility). 
Importance of the body's basic resistance (condition of the soil) must be 
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appreciated in comparison with the causative organism and fungi, or 
which undue stress has been laid in the part. 
Pathogenesis 
Presence of a suitable environment on host skin is of critical 
importance in the development of clinical dermatophytosis. Trauma in 
addition, increased hydration on the skin with maceration is important. 
Occlusion with a nonporous material increases the temperature and 
hydration of the skin and interferes with the barrier function of the 
stratum corneum, (eg. wearing non-porous shoes definitely contributes to 
the development of Tinea pedis).   In tropical climates non acclimatized 
subjects often develop lesions of Tinea corporis, in part because of 
occlusive clothings. 
Stage 
If the host is inoculated under suitable conditions, the first phase of 
dermatophyte invasion involves the adherence of infectious spores to 
keratinocytes the stratum corneum. In vitro this process is completed after 
2 hours of contact. 
They follow several stages through which the infection progresses. 
i. A period of incubation 
ii. Enlargement followed by refractory period 
iii. Stage of involution. 
During incubation period, a dermatophyte grows in the stratum 
corneum, sometimes with minimal clinical signs of infection.   A carrier 
state has been postulated when the presence of a dermatophyte is detected 
on the normal skin by KOH examination or culture. During the early (i.e. 
incubation) phase of dermatophyte infections, organisms are present but 
are clinically silent, only a limited number of these patients will develop 
clinical disease during followup-period. These individuals presumable 
represent true carriers. 
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Once infection is established in the Stratum corneum, two factors 
are important in determining the size and duration of the lesion. 
There are, 
1. Rate of growth of the organism. 
2. Epidermal turnover rate. 
The fungal growth rate must equal or exceed the epidermal turn 
over rate or the organism will be shed quickly. 
The inflammatory response at the rim of the lesion stimulates an 
epidermal turnover in an effort to shed the organisms. 
Lag periods between the initiation of the infection, lost 
inflammatory response and the increased epidermal turn over are known 
as refractory periods. 
Following this, only the organisms at the inflammatory rim are 
being shed, while those just ahead maintain the infection. 
The centre of the lesion has relatively few organisms in contrast to 
the 'battle ground' of the peripheral rim. 
Stage of involution - The affinity of dermatophytes for keratin is the 
sinequanon of their existence.  Different species of dematophyte are 
attracted to different types of keratin. 
e.g. T.rubrum - Seldom attacks hair but frequently involves nails 
and glabrous skin. 
E.Floccosum - rarely involves nails and never intact hair. 
Keratinases and other proteolytic enzymes are produced by 
dermatophytes. There is a significant correlation between inflammation 
and enzyme production.  
The host immunologic response and also enzyme or toxins 
produced by the organism account for the clinical findings in 
dermatophytosis. Other factors are probably involved, but they have not 
been elucidated yet. 
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Histopathology 
The clinical appearances of ring worm infection are the result of 
combination of direct damage to the keratinized tissues by the fungus and 
the inflammation host response. 
Ring worm infection may mimic other skin disease. Trichophyton 
rubrum in particular shows hyperkeratosis, patchy parakeratosis, hyper or 
hypogranulosis, spongiosis, mononuclear invasion, and mild or moderate 
acanthosis accompanying dermal infiltrate of lymphocytes and histiocytes 
is largely perivascular. 
The picture may be more inflammatory with superficial crusting 
and acute inflammatory changes in the epidermis and become vesicular to 
the extent of mimicking acute contact dermatitis. 
Another picture is granuloma faciable type of reaction in which the 
epidermis and upper dermis are normal but the mid dermis has an 
infiltration proximal to dilated blood vessels. 
Pustular reaction includes subcorneal changes and follicular lesion. 
The folliculitis and perifolliculitis are due to fungal reminants in the 
follicles. 
Inflammatory changes ranges from spongiosis of the outer roof 
sheath to deep perifollicular granulomatous inflammation showing 
necrosis induced by fragments of hair exuded from disrupted follicles. 
Most of the inflammatory changes are thought to be mediated by 
immune reaction. T.rubrum is a fairly potent direct activator of 
complement by the alternative pathway and possibly other endogenous 
pathways. 
Annular lesions: 
In a classical annular ringworm lesion, the growing edge is marked 
by inflammatory changes in the skin. In the central area of the 
inflammation subsides following elimination of the fungus mycelium.   
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Outward growth continues in preference to any attempt at centripetal 
recolonization. 
The epidermal turnover rate is normal within the ring, but 4 times 
more in the inflamed zone, central clearance is often partial and in Tinea 
imbricata, successive waves of fungal growth occur in skin previously 
cleared, but progress is again centrifugal. 
Immunology of Ring Worm 
Dermatophytes are chemotactic and they can activate the 
alternative pathway of complement activation. The antigen diffuses from 
the stratum corneum to stimulate sensitized lymphocytes. Inflammatory 
mediators and lymphokines are produced by their cells and probably act 
on the host cells rather than on the dermatophyte. Because of this 
response, the epidermal barrier is abrogated. 
The production of cytokines by keratinocytes such as IL-I have not 
been investigated in the mobilization of neutrophil defense. Neutrophils 
and monocytes can kill dermatophyte conidia. This actively depends on 
both intra and extra cellular mechanisms and the generation of respiratory 
burst is an important stage in this process. 
The generation of antibodies to dermatophytes plays a major role in 
defense, patients with widespread infection such as Tinea imbricata may 
have high antibody titer, and low titer of SIF (Serum Inhibitory factor), 
the presence of elevated levels of IgE in particular is associated with 
chronicity, and so, the cell mediated immune response typically leads to 
inhibition, no complete destruction of the dermatophyte. 
In man the appearance of inflammation in ringworm correlates 
with type IV with the development of delayed type skin reactivity to 
Trichophton. Chronic infections are associated with poor T.lymphocyte 
mediated response to specific fungal antigen suggesting that depression 
of responses is responsible for the poor clinical response. The developing 
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of cellular immunity via sensitized T-Lymphocytes is a key factor in 
immunological defense. After the development of cell mediated 
immunity the infected area becomes less inflammatory and eventually 
spontaneously involves. If a second infection with the same organism is 
produced in the same subject at a later time, the site becomes 
inflammatory very early and resolves relatively quickly. 
There is an association between the presence of atopy and chronic 
dermatophytosis with persistent disease, having atopy (usually asthma or 
hayfever) as well as immediate type of hypersensitivity and raised IgE 
level. Patient with this atopic chronic - dermatophytosis syndrome are 
capable of delayed hypersensitivity skin test reaction, but these reaction 
are inhibited by the more sensitive preceding type I response. 
Modulation by T.-Lymphocyte both locally or systemically may be 
responsible and include activation of histamine responsive suppressor 
cells. Other studies have demonstrated the antagonistic effects of 
histamine on the mediated immune response.  This finding has important 
therapeutic relevance as the use of an H2 histamine blocker (cimetidine) 
may prevent this antagonism and so enhance the patients own delayed 
hypersensitivity reaction. 
Dermatophyte antigen affects expression of T-Lymphocyte 
responses. Chronic infection due to T.rubrum produce dry type infection 
associated with poor lymphocyte transformation responses compared to 
other dermatophytes. 
Non-Immunological Defence against Ring Worm 
Apart from immune mechanisms, there are various host factors, 
which are important in determining, whether or not particular individual 
infected with a fungus or if infected whether that infection clears 
spontaneously. 
 
 58
Epidermal Integrity 
Normal intact dry epidermis is resistant to dermatophyte infection. 
Mild trauma to scalp, more severe trauma to the feet or maceration by 
occlusion have always been required to achieve infection. 
Epidermal turnover 
When the invading dermatophyte to retain a bridgehead on the host 
must invades through stratum corneum or hair or nail at a rate at least 
equal to that at which these tissues grow outwards. 
Whether the very fast growing epidermis of the psoriatic plaque in 
the psoriatic subject is more resistant to fungal infection is not reliably 
known, successful experimental inoculation of dermatophytes into 
psoriatic plaque has been reported but the occlusion used had some 
inhibiting effect on epidermal turnover. 
Saturated fatty acids 
Some saturated fatty acids with 7,9,11 & 13 carbon chains 
abstracted from adult hair and derived from sebum were inhibitory to 
fungi. Due to their presence on their skin in post pubertal children may 
account for the spontaneous resolution of Tinea capitis after this age and 
the rarity of infections in adults. 
Age, Sex, Genetic and Racial Factors 
There may be racial difference of susceptibility but they are not 
clear cut. Negroid skin seems to be relatively less susceptible to fungal 
infection than the Caucasoid. In Tinea imbricata a genetic susceptibility 
factor inherited as an autosomal recessive has been suggested. 
Endocrine and Metabolic Factors 
No reliable evidence for the diabetic patient is especially 
susceptible to dermatophyte infection. In malnutrition and in cushing 
syndrome the apparently diminished resistance to infection is attributable 
to depressed cellular immunity. 
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Temperature 
Exception of T-verrucosum, all dermatophytes grow poorly at 
37°C. This factor alone may be responsible for the lack of deep invasion 
by this group of organism. 
Completing organisms and co-pathogens 
Penicillin like antibiotics shown by certain dermatophyte species 
might be taken as evidence for an antagonistic relationship between the 
fungi and the normal skin. Staphylococcus acts as a co-pathogen 
increasing the degree of inflammation of fungal infection. 
 
CLINICAL FORMS OF RINGWORM INFECTION 
 
Classification of Tinea 
 
Clinical forms of ringworm infections are classified traditionally 
according the site of the body infected. 
 
They are: 
1. Tinea capitis -   Ringworm of the scalp (or) Tinea tonsurans. 
2. Tinea barbae -   Ringworm of the beard     
3. Tinea corporis -   Ringworm of the body (or) Tinea circinata 
4. Tinea manuum -   Ringworm of the hand.  
5. Tinea unguium -   Ringworm of the nail  
6. Tinea cruris -   Ringworm of the groin, dhobie’s itch, jock  
    Itch.  
7. Tinea pedis -   Ringworm of the foot, athlete’s foot. 
 
 
 60
 
Clinical forms of 
Ring worm infection 
Name of the organism 
1. Tinea capitis 
 
2. Tinea barbae 
 
3. Tinea corporis 
4. Tinea cruris 
 
5. Tinea manum and Tinea pedis 
6. Tine unguium 
 Microsporum canis, M.audouni 
Trichophyton tonsurans, M.verrucosum 
T.mentagrophytes,T.verrucosum, 
M.Canis, T.rubrum 
T.rubrum, T.mentagrophytes, M.canis 
Epidermophyton floccosum, T.rubrum 
T.mentagrophytes. 
T.rubrum,T.mentagrophytes,e.floccosum 
T.rubrum, T.mentagrophytes 
 
Tinea/Ring worm is a group name for a highly contagious, 
segmented mycelial fungus; there are three distinct genera in this group. 
1. Epidermophyton: 
It affects only human skin, there is only one important species 
E.floccosum. 
2. Trichophyton: 
a. More virulent than others. 
b. It affects the hair, the glabrous skin, as well as the nails; it includes 
both the human and animal species. 
c. Important species are T.rubrum, T.mentagrophytes, T.violaceum, 
T.verrucosum, and T.schoenleint. 
3. Microsporum 
a. It affects mainly the hair and less commonly, the glabrous skin. 
b. The important species are : M. audounii (Human variety), M. 
canis, M.lanosum (Animal varieties) 
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CLINICAL FEATURES 
TINEA CAPITIS 
 
a. More frequent in boys than girls. 
b. Ringworm of the scalp in which the essential feature in invasion 
of hair shafts by a dermatophyte fungus 
c. There are three varieties. 
1. Scaly variety: 
¾ The commonest caused by microsporon. 
¾ A circular patch or patches of partial alopecia with thin greyish 
scales. 
¾ Broken lusterless stumps of hair. The hair may be surrounded by a 
greyish film around them. 
2. Kerion variety: 
¾ Caused by Trichophyton. 
¾ In the beginning, small boil like lesion with little oozing and no 
pus. 
¾ Later red, painless, boggy swellings are produced, and have no pus. 
¾ Lesions are irregularly distributed on the scalp along the area of 
partial 
¾ alopecia. 
3. Block - Dot variety: 
¾ Caused by Trichophyton. 
¾ Appearance of block dots and it can always be detected at the 
periphery of the lesion. 
¾ Alopecia may look almost complete 
Differential Diagnosis : 
1. Alopecia Areata: 
¾ Well defined patches of Complete alopecia 
¾ Absence   of dull,   broken hair   and   greyish   scales,   presence   
of exclamation mark hair. 
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 2. Seborrhoeic dermatitis: 
¾ Uncommon in children, 2-8 years of age. In this age range 
seborrhoeic dermatitis is rare. 
3. Impetigo: 
¾ Culture positive for staphylococcus aureus. 
Prognosis: 
 Tinea capitits should be treated whenever detected. Rarely 
permanent alopecia may result in kerion varity. 
 
TINEA CORPORIS (TINEA CIRCINATA) 
Definition: 
1. This is very common fungus affection. 
2. It is caused by trichophyton is the majority of cases. 
3. The exposed parts of the skin particularly the non-hairy skin are the 
site of choice. 
Clinical Manifestations 
1. They are typical 
2. Marked itching is a characteristic symptom 
3. They are one or more lesion 
4. They are more are less circulate, sharply demarcated from the 
surrounding skin. 
5. Size vary from one rupee coin to the palm of the hand 
6. The affected areas show vesicles, pustules or scaling. 
7. Inflammation is the form of vesicles and pustules is most marked at 
the periphery of the lesion. There is tendency to clearing at the 
centre.  
Differential diagnosis 
1. Annular lesions of Psoriasis: 
¾ Silvery scales, Candle greaze sign. 
¾ Typical lesions of elbow, knees, scalp and nails 
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2. Erythema multiforme: 
¾ No peripheral scaling 
¾ Acral in distribution 
3. Nummular Eczema: 
¾ No active inflammatory border. 
¾ Bilaterally symmetrical patches 
¾ Usually on limbs in winter. 
Complications: 
1. Extension of the infection down the hair follicles. (More difficult to 
cure) 
2. Pyoderma 
3. Dermatophytid reaction. 
Prognosis: 
 Treatment should be continued for 1-2 week after clinical curing.  
 Usually responds promptly to conservative topical therapy within 4 
weeks or to antifungal drugs by mouth. 
 
TINEA CRURIS 
Synonyms: Jock itch, Crotch itch, dhobis itch 
 Tinea cruris is a dermatophytosis involving the groin area and 
include infections of the genitalia, pubic area, perineal and perianal skin. 
Epidemiology 
It is almost exclusively a male dermatophytosis depend on several 
factors 
1. It is most prevalent in summer months. 
2. Clothes made of synthetic materials like terrylene, nylon which 
tend to accumulate heat and humidity in the skin. 
3. Indirect transmission occur through contact with non living objects 
that carry infected scales like bed lines, towels, articles of clothing, 
and even bedpans of urinals. 
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Clinical manifestations: 
1. Pruritis, pain may be present if the involved area is macerated 
secondarily infected. 
2. Well marginated raised border that may be composed of multiple 
erythematous papulovesicles. 
3. Often the left thigh adjacent to the scrotum is the tissue site 
involved.  
4. Chronic scratching may cause lichenification. 
5. Weeping, maceration and areas of pustulation may exist. 
6. Irritant contact dermatitis may be present if sensitizations of 
irritating topical products have been used in treatment. 
Differential diagnosis: 
1. Candidiasis : 
Bright red satellite papules and pustules out side the main border of 
the lesion. 
2. Seborrhoric dermatitis: 
Often involves with face, sternum and axillae.    
3. Intertrigio: 
 More red, less scaly, and present in obese individuals in moist body 
 folding.  
4. Psoriasis: 
 Distinct plaques on other sites of the body. 
Prognosis 
 Responds promptly to topical or systemic treatment. 
 It may leave behind Post - Inflammatory hyper pigmentation. 
 
TINEA PEDIS AND TINEA MANUUM 
 Tinea pedis is a dermatophyte infection of the feet, Tinea manuum 
is a dermatophyte infection of palms, and interdigital areas of the hand. 
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Epidemiology: 
1. Infection is common during the summer months and in tropical or 
sub tropical climates. 
2. Incidence of Tinea pedis is definitely higher in any populations that 
wear occlusive shoes. 
3. Infection rate is increased using communal bath or pools. 
4. It is an exogenously transmitted infection in which cross infection 
among susceptible individuals readily occurs. 
5. The rate of infection is much higher in closed communities like 
athletic teams, military organization and boarding schools. 
Clinical manifestations: 
1. Tinea pedis may present as one of 4 clinically accepted variants. 
2. Chronic infection is the most common and is characterised by 
fissuring, scaling, and maceration in the interdigital or sub digital 
areas. 
3. The lateral (i.e.4th to 5th or 3rd to 4th) toe webs are the most 
common sites of infection. From here infection may spread to the 
sole or instep of the foot, but it seldom involves the dorsum. 
4. Aggravating factor is warmth and humidity. 
5. Lesions may appear as isolated vesiculo – pustules, or bullae, or as 
patches of erythema and oedema with scattering of vesicles. 
Oozing is slight it is accompanied by intense itching and burning. 
6. Secondary infection results in pain, lymphangitis and regional 
lymphadenitis. 
7. In the chronic hyperkeratotic variety, well defined patches of 
hyperkeratotic, powdery scaling on erythematous – thickened bases 
are seen on the soles and sides of the feet and the palms of the 
hands.    
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Differential diagnosis: 
1. Psoriasis : 
Repeated fungal cultures give negative result. 
2. Contact dermatitis: 
Often involves the dorsal surfaces of feet. 
 
TINEA UNGUIUM 
Synonyms: Onychomycosis 
 Tinea unguium is clinically defined as a dermatophyte of the nail 
plate.  
Epidemiology: 
 Approximately 30% of patients with dermatophyte infections on 
other parts of their body also have tinea unguium 
1. Fungal nail infections are always exclusively an adult disease, 
because the faster nail growth in children appears to make infection 
more difficult. 
2. Infection is higher in men than women though the number of cases 
affecting the toe nails is increased in women due to their narrow 
toed shoes allow increasing crowding off and greater burden of wet 
work performed by females. 
3. Fungal nail infections are more chronic and recalcitrant to therapy 
and these infections provide an endogenous source for reinfection 
of the feet. 
Clinical manifestations: 
1. The condition is very rarely bilateral and symmetrical. 
2. Tinea affects first the free edges of the nail. 
3. Tinea unguium is characterized by opaque, brittle  and deformed  
nail or nails and hyperkeratotic debris under free edges. 
4. There is no pain and itching. 
5. The diagnosis is confirmed by the demonstration of fungus in the 
hyperkeratotic debris and nail cuttings.  
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Differential diagnosis: 
1. Psoriasis   
      Pitting, separation of the distal portion of the nail from the nail 
bed thickening. 
2. Moniliasis  
 Paronychia 
3. Leprosy  
      Deformed or even shed due to trophic changes. 
 
TINEA FAVOSA OR FAVUS 
'Favus - latin - honeycomb' 
 It is a chronic mycotic infection of the scaly glabrous skin and or 
nails characterized by the formation of yellowish crusts within the hair 
follicles (scutula) and eventuating in a cicatrizing alopecia. 
Epidemiology: 
1. Favus is typically a chronic infection that begins  early in life and 
commonly extends into adulthood. 
2. This is predominant in rural areas associated with poor hygiene and 
malnutrition. 
3. Relatively intimate and  prolonged  contact is  probably  required  
for transmission. 
4. Cleanliness with the removal of hairs or other sources of infection 
is an important factor on controlling the disease. 
Etiology: 
 Common dermatophytes producing favus is T.schoenleinii.  
 68
Clinical feature: 
1. Scutula are found in most cases of favus. 
2. They gradually expand from a yellowish - red papule to form a 
yellowish, cup shaped structure that may become 1 cm or more in 
diameter. 
3. The center of the scutulum is pierced by a single, lusterless, dry 
hair. The colour (yellowish) is due to the invasion of the hair by 
multiple intrapilar hyphae. 
4. If the scutulum is removed from its attachment to the epidermis, an 
oozing, erythematous base is noted. 
5. When hygienic conditions are lacking, a characteristics “mousy” 
odour may be appreciated. 
6. In the classic presentation lesions appear in a patchy distribution on 
the scalp and coalese of polycyclic in shape. The center of the 
infected area becomes extensively scarred and almost totally 
devoid of hair. 
7. Besides scalp, favus may involve glabrous skin and nails. 
8. In later stages a cicatrical alopecia may be present 
 
TINEA BARBAE OR TINEA SYCOSIS  
(BARBER'S ITCH) 
 
 It is a fungal infection limited to the coarse hair- bearing beard and 
moustaches area of men. 
Epidemiology: 
 Tinea barbae is by definition seen only in males. 
  It was transmitted from person to person by contaminated barber's 
razors or clippers. 
Clinical manifestations:  
It can be classified into 2 types. Namely 
a) Superficial type 
b) Deep type 
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Superficial type: 
1. It resembles like Tinea corporis 
2. It shows superficial scaly and partially bald patches which vary in 
depth, extent and severity. 
3. In affected area, the hairs are loose, dry and brittle and show large 
bulbous ends. 
4. The loss of hair on these patches produces alopecia 
Deep type: 
1. It shows kerion like lesions with deep pustules and nodules which 
frequently  become confluent producing diffuse abscesses 
2. The skin over these areas is inflamed and showing loose hairs and 
follicular pustules. 
Differential Diagnosis: 
Sycosis barbae:  
Chronic congestion of the skin in the beard region with superficial 
follicular pustules. 
Prognosis 
 Prognosis is good as regards complete cure. Scarring and alopecia 
however are the end results of the inflammatory type.  
 
LABORATORY DIAGNOSIS OF THE SUPERFICIAL 
MYCOSIS 
 
Dermatophytoses: 
 Although, the diagnosis of superficial fungal infections can be 
strongly suspected on clinical grounds, it is usually prudent and 
sometimes essential to seek laboratory aid. 
 Direct microscopic examination, culture of selective materials, and 
woods lamp examination should be made whenever possible. 
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Collection of specimens: 
 In dermatophyte infections, the active border of the lesion contains 
the viable organisms and is most likely to give positive results. It must be 
scraped with a sterile scalpel and any hair stubs should be plucked with 
sterile forceps. Once collected, specimen should be examined rapidly or 
placed in dry containers, such as clean dishes or paper envelopes, a foled 
piece of black paper is most appropriate. 
 In tinea unguium, the nail bed is raised at the distal end and the 
powdery debris is removed from under the nail with a slightly curved 
needle. 
Skin scraping: 
 The specimen is cleaned in 10-20% potassium hydroxide. 
Microscopic examination is carried out using low-power and high - 
power lenses of direct microscopy. 
 Scrapings of the skin are examined as for hair. Spores can be 
differentiated from artifacts because they are of uniform size, and hyphae 
are differentiated from fibres by being branched. In onychomycosis, part 
of the nail is cleaned in 10% potassium hydroxide overnight to dissolve 
away keratinous materiel and allow the fungal elements to be seen that 
penetrate through the epidermal scales. Round or barrel-shapped spores 
are also found. Many artifacts may appear as fibres, air bubbles or 
cholesterol crystals. 
Treatment measures of ring worm infections 
General measures and prevention: 
1. The essential factor in prevention is personal hygiene 
2. The skin should be kept dry, since skin favours the growth of fungi 
3. Dry the skin carefully after bathing or after perspiring heavily, and 
let it dry for 10-15 minutes before dressing. 
4. Loose – fitting underwear is advisable  
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5. Socks should be changes frequently 
6. Sandals / open toed chaples should be worn if possible 
 In general Fungal infections are treated topically except for those 
involving the scalp / nails / those deep in hair follicles on the face or 
body. 
Local treatment: 
 Apply topical medicament twice daily for at least 7 days. 
Systemic treatment: 
 Whenever secondary infection and other conditions mentioned 
early.    
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MATERIALS AND METHODS 
 
 The author carried out all the cases from Post graduate -Sirappu 
Maruthuvam Department in both Out Patient Department and In patient 
Department, Government Siddha Medical College hospital, 
Palayamkottai. 
Selection of the Cases: 
 The cases were selected according to the symptoms and signs 
mentioned in the varius Siddha literatures including Sirappu Maruthuvam 
book. Certain criteria were followed for case selection. They are. 
Inclusive Criteria: 
¾ Family history of Tinea infection 
¾ Typical distribution of the lesion on the face, axilla, body, inguinal 
regions and nails. 
¾ Well defined raised margin. 
¾ Marked itching.  
¾ Clearance in the central area of the lesion. 
¾ Active border.  
Exclusive Criteria: 
¾ Extension of the infection down to the hair follicles. 
¾ Pyoderma. 
¾ Dermatophytoid reaction. 
¾ Lymphangitis. 
¾ Regional lymph adenitis. 
¾ Deep type of Tinea barbae. 
According to the above criteria, 60 cases were selected in the out 
patient ward. They belongs to both sexes were selected for the 
dissertation purpose the patients were admitted in the In-patient ward. 
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Priority for admission was given according to the clinical findings, 
confirmation of diagnosis was made, by conducting all the necessary 
investigations in Siddha as well as in Modern Medicine methodology. 
Method of case selection: 
Diagnosis Method: 
¾ Siddha diagnosis was made with the help of following Methods. 
1. Poriyaal arithal 
2. Pulanaal arithal 
3. Vinaathal 
4. Envagai thervugal (Including neerkuri, neikuri) 
5. Thinaigal 
6. Paruvakaalangal 
(Those are already discussed under review of literature) 
¾ Modern medicine diagnosis was made with the help of following 
methods. 
 General examination: 
-  Anaemia 
-  Jaundice 
-  Cyanosis 
-  Clubbing 
-  Pedal oedema 
-  Significant lymphadenopadhy 
- Temparature 
- Respiratory rate 
- Heart rate 
- Pulse rate 
- Blood pressure  
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Skin examination: 
- Site 
- Colour 
- Size 
- Shape 
- Border 
- Itching 
- Erythema 
- Macule 
- Papule 
Lab Investigations: 
Blood : Total WBC count  
Differential count of WBC  
Erythrocyte sedimentation rate  
Haemoglobin percentage. 
Blood sugar 
Blood urea 
Serum cholesterol           LDL:  HDL: 
Urine: Albumin 
 Sugar 
 Deposit 
Motion: Ova 
  Cyst 
Skin scrapping test for fungus    
Selection of drug and its administration:  
 Selection of drug was made after deep study of various siddha 
literatures and finally the drug was selected from Gunapadam mooligai 
and Naatu Marunthugal (Sulaba Murai).  
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 The trail medicines are “OOSITHAGARAI VIDHAI 
CHOORANAM” as internal medicine and PADARTHAMARAI 
KALIMBU as external medicine”.  
 Pharmacological analysis of the trail drug was done at the 
department of Pharmacology, Government Siddha Medical College, 
Palayamkottai. The details are given in Annexure. 
 Bio-chemical analysis was done at the Department of Bio-
chemistry, Government Siddha Medical College, Palayamkottai. The 
details are given in Annexure. 
All the 20 inpatients were treated in the In Patient Department 
duration of 4 to 30 days. After reducing the severity of symptoms, 
patients were following up as outpatient.  
Case proforma: 
The symptoms and signs of Padarthamarai, history of present and past 
illness, personal history, nutritional history, family history, menstrual 
history, habits, laboratory investigations and manangement were 
systematically recorded in a proforma.   
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OBSERVATION AND RESULTS 
 
 
 Results were observed with respect to the following criteria. 
 
1. Sex distribution  
2. Age distribution 
3. Kaalam distribution 
4. Thinai 
5. Seasonal distribution 
6. Diet particulars 
7. Occupational status 
8. Socio economic condition 
9. Mode of onset 
10. Aetiological factors 
11. Duration of illness 
12. Gunam 
13. Site of lesion 
14. Clinical features 
15. Mukkutra theory 
16. Udal kattugal reference 
17. Ennvagai thervugal 
18. Neerkuri, Neikuri reference 
19. Skin scrapping findings 
20. Gradation of results 
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1. Sex Distribution 
Sl.No Sex No.of Cases Percentage 
1. 
2. 
Female 
Male 
10 
10 
50% 
50% 
 
 Out of 20 patients 50% belongs to female 50% belongs to male. 
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2. Age Distribution 
Sl.No Age No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
 6. 
21 – 30 
31 – 40 
41 – 50 
51-60 
61 – 70 
71 – 80 
2 
2 
3 
5 
6 
2 
10% 
10% 
15% 
25% 
30% 
10% 
 
 Among 20 patients 10% belongs to 21 to 30 years, 10% belongs to 
31 – 40 years, 15% belongs to 41 – 50 years, 25% belongs to 51 – 60 
years, 30% belongs to 61 – 70 years and 10% belongs to 71 – 80 
years. 
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3. Kaalam Distribution  
Sl.No Kaalam No.of Cases Percentage 
1. 
 
2. 
 
3. 
 
Vatha Kaalam 
( 1-33 years) 
Pitha Kaalam 
( 33-66 years) 
Kaba Kaalam 
( 66 – 99 years) 
2 
 
14 
 
4 
10% 
 
70% 
 
20% 
 
From the above 10% belongs to vatha kaalam, 70% belongs to 
pitha kaalam and 20% belongs to kaba kaalam. 
 
4. Thinai Reference 
Sl.No Thinai No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
 Kurinji (Hill area) 
Mullai (Forest area) 
Marutham (Fertile land) 
Neithal (Coastal area) 
Palai (Desert land) 
- 
- 
19 
1 
- 
- 
- 
95% 
5% 
- 
 
95% of patients came from Marutham nilam and 5% came from 
Neithal nilam. 
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5. Seasonal distributions 
Sl.No Paruva Kaalam No.of Cases Percentage 
1. 
 
 
2. 
 
 
3. 
 
 
4. 
 
 
5. 
 
 
6. 
 
Kaar Kaalam 
( Avani - Puratasi) 
Aug 16 – Oct 15 
Koothir Kaalam 
(Ippasi - Karthigai) 
Oct 16 – Dec 15 
Munpani Kaalam 
( Markazhi - Thai ) 
Dec 16 – Feb.15 
Pinpani kaalam 
(Massi – Panguni) 
Feb 16 – Apr 15 
Elavenil kaalam 
(Chithitai – Vaikasi)
Apr 16 – June 15 
Muthuvenil kaalam 
(Aani & Aadi ) 
June 16 – Aug 15 
- 
 
 
- 
 
 
 
3 
 
 
7 
 
 
10 
 
- 
 
 
- 
 
 
- 
 
 
 
15% 
 
 
35% 
 
 
50% 
 
- 
 
 
 
From the above table 15% cases had occurrence of the diseases in 
Munpani kaalam, 35% Pinpani kaalam and 50% in Elavenil kaalam. 
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6. Diet Habits 
Sl.No Diet Habit No.of Cases Percentage 
1. 
2. 
Vegetarian 
Mixed diet 
3 
17 
15% 
85% 
  
 Out of 20 cases 15% belongs to vegetarian, and 85% belongs to  
mixed diet. 
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7. Occupational Status 
Sl.No Occupation No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
Coolies 
Farmers 
Home makers 
Drivers 
Tailors 
Students 
Retired teacher 
6 
2 
6 
2 
2 
1 
1 
30% 
10% 
30% 
10% 
10% 
5% 
5% 
  
 Among 20 cases 30 % belongs to coolies, 10% farmers, 30% home 
makers, 10% drivers. 10% tailors, 5% students and 5% retired teachers. 
 
8. Socio Economic Status 
Sl.No Socio Economic Status No.of Cases Percentage 
1. 
2. 
3. 
Poor 
Middle 
Rich 
14 
5 
 1 
70% 
25% 
5% 
 
 Out of the 20 cases 70% belongs to poor class 25% belongs to 
middle class and 5% belongs to rich. 
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9. Mode of onset 
Sl.No Mode of onset No.of Cases Percentage 
1. 
2. 
Sudden 
Gradual 
4 
16 
20% 
80% 
 
   Among 20 cases 20% belongs to sudden onset and 80% had history 
of gradual onset. 
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10. Aetiological factors 
Sl.No Aetiological factors No.of Cases Percentage 
1. 
2. 
3. 
Personal hygiene 
Animal contact 
Close-contact with 
affected persons 
17 
- 
 
3 
85% 
- 
 
15% 
  
From the above table 85% are having the aetiology of personal 
hygiene and 15% had history of close contact with affected persons. 
 
11. Duration of the illness 
Sl.No Duration of the illness No.of Cases Percentage 
1. 
2. 
3. 
4. 
Below 1 month 
1 – 2 months 
3 – 4 months 
5 – 6 months 
4 
12 
3 
1 
20% 
60% 
15% 
5% 
 
From the above table 20% patients suffered from below 1 
month,60% from 1-2 months,15% from 3-4 months,5% from 5-6 months. 
 
12. Gunam (Quality and Characters) 
 
   Sl.No Gunam No.of Cases Percentage 
1. 
2. 
3. 
Sathuva gunam 
Rajo gunam 
Thamo gunam 
- 
8 
12 
- 
40% 
60% 
  
  40% had Rajo Gunam properties and 60% had Thamo gunam 
properties respectively. 
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13. Site of lesion 
Sl.No Site No.of Cases Percentage 
1. 
2. 
3. 
4. 
Axilla 
Waist and groins 
Gluteal region 
Trunk 
3 
9 
7 
1 
15% 
45% 
35% 
5% 
  
Out of 20 cases 15% had lesion on the axilla, 45% in the waist and 
groins, 35% in the gluteal region and 5% on the trunk region. 
 
14.  Clinical features 
Sl.No Clinical features No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
9. 
10. 
Itching 
Burning sensation 
Clearing centre 
Active border 
Vesicles 
Oozing 
Pain 
Lichenification 
Constipation 
Loss of appetite 
20 
16 
15 
15 
10 
3 
- 
- 
12 
5 
100% 
80% 
75% 
75% 
50% 
15% 
- 
- 
60% 
25% 
 
Out of 20 cases 100% had itching, 80% had burning sensation, 75% 
had clearing centre, 75% had active border, 60% had vesicles, 15% had 
oozing, 60% had constipation and 25% had loss of appetite. 
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15. Mukkutra Theory 
According to the siddha theory as already told, the three chief 
constituents of the body viz.Vali, Azhal, Iyyam and its classification 
changes from the normal phenomenon and causes pathological state due 
to varied aetiology.  Hence the derangement of Uyir thathus in 
Padarthamarai is tabulated as follows. 
a. Table illustrating the derangement of Vali 
Sl.No Classification of Vali No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
9. 
10. 
Piranan 
Abanan 
Udhanan 
Samanan 
Viyanan 
Nagan 
Koorman 
Kirukaran 
Devathathan 
Dananjayan 
- 
12 
20 
20 
20 
- 
 
5 
 
- 
- 
60% 
100% 
100% 
100% 
- 
 
25% 
 
- 
  
Among 20 patients 60% had derangement in abanan, 100% in 
udhanan, samanan and viyanan, 25% in  Kirukaran. 
b. Table following the derangement of Azhal 
Sl.No Classification of Azhal No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
Anar Pitham 
Ranjagam 
Sathagam 
Alosagam 
Pirasagam 
5 
15 
20 
- 
20 
25% 
75% 
100% 
- 
100% 
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Among 20 patients 100% belongs to derangement of pirasagam and 
sathagam. Ranjagam affected in 75%. Anar pitham affected in 25%of 
cases. 
c. Table illustrating the derangement of Iyyam 
Sl.No Classification of Iyyam No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
 Avalambagam 
 Kilethagam 
  Pothagam 
 Tharpagam 
 Santhigam 
- 
5 
- 
- 
- 
- 
25% 
- 
- 
- 
 
 Among 20 patients 25% had derangement in Kilethagam. 
 
16. Udal kattugal 
Sl.No Udal kattugal No.of Cases Percentage 
1. 
2. 
3. 
4. 
5. 
6. 
7. 
 Saaram 
Senneer 
Oon 
Kozhuppu 
Enbu 
Moolai 
Sukkilam / Suronitham 
20 
20 
- 
- 
- 
- 
- 
100% 
100% 
- 
- 
- 
- 
- 
 
Out of 20 cases cent percentage cases had derangement in saram 
and senneer. 
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17. Ennvagai thervugal  
Sl.No Ennvagai thervugal  No.of Cases Percentage 
1. 
 
 
 
 
2. 
3. 
4. 
5. 
6. 
7. 
8. 
 Naadi (thontham) 
  Azhal Vali 
  Iyya vali 
  Vali Azhal 
  Azhal Iyyam 
 Naa 
 Niram 
 Mozhi 
 Vizhi 
 Sparisam 
 Malam 
 Moorthiram 
- 
4 
3 
10 
3 
- 
20 
- 
- 
20 
12 
- 
- 
20% 
15 
50% 
15% 
- 
100% 
- 
- 
100% 
60% 
- 
  
 
Cent percentage cases had thontha naadi and cent percentage had 
alteration in Sparisam and Niram. 60% in Malam.  
18. Neerkuri, Neikuri reference 
Sl.No Type of Test No.of Cases Percentage 
1. 
 
2. 
 Neerkuri 
 “Straw colour” 
Neikuri 
“Iyya Neer” 
Vali Neer 
Azhal Neer 
20 
 
7 
 
7 
6 
100% 
 
35% 
 
35% 
30% 
 
 Cent percentage cases had Straw coloured urine.  Among 20 cases 
35% had shown Iyya Neer, 35% had shown Vali Neer and 30% had 
shown Azhal Neer. 
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19. Skin scrapping findings 
Sl.No Result No.of Cases Percentage 
1. 
2. 
Positive 
Negative 
  14 
6 
70 
30 
  
 
Among 20 patients 70% had shown positive skin scrapping findings 
and 30% negative results. 
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20. Gradation of results 
Sl.No Result No.of Cases Percentage 
1. 
2. 
3. 
Good 
Moderate 
Mild 
12 
6 
2 
60 
30 
10 
  
Out of 20 cases 60% showed good results, 30% showed moderate 
and 10% showed mild results. 
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DISCUSSION 
 
Padarthamarai as described in Yugivaidhya chinthamani is one 
among the major 18 types of kuttam.  It affect the people very easily, but 
it does not cure  quickly so most of the skin patients were making their 
condition chronic and it leads to embarrassing movement in their social 
activity and it effort in vain. 
But in Siddha system of medicine it cures completely if they are 
followed a good hygienic life according to physician’s advice. 
Nowadays the environment is highly polluted. So the people have 
to be lived with the surrounding. Due to unsanitary condition although a 
highly congested and thickly populated world is to be accustomed by 
everybody. Highly lacks of personal hygiene, artificial synthetic 
preparation, regarding diet, cosmetics and also due to the antisocial 
activity resulting in psychic disturbances, skin disease have become 
prevalent one. 
For this dissertation 56 patients including both sexes were 
treated.Out of this 20 case were  admitted in the In-patient ward and 36 
cases were treatd in OP ward of Post Graduate Department of Sirappu 
maruthuvam, Govt. Siddha Medical College, Palayamkottai. 
To restore the altered mukkutram a suitable purgative was given on 
the previous days. 
‘tpNurdj;jhy; thjk; jhOk;” 
The trial medicine Oosithagarai vidhai chooranam (internal) and 
Padarthamarai kalimbu (external application) were administered the 
second day onwards. In early stage Padarthamarai cases were treated for 
period of up to 15 days and chronic cases were treated for 1 month to 2 
months. All patients were advised to follow diet restriction and hygienic 
lifestyle so that recurrence and secondary infection could be prevented. 
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The triggering factors like the climatic influences, psychological 
disturbances, regional variation, etc. were also studied. The observations 
are discussed as follows. 
Sex Distribution: 
Out of 20 cases 50% were female 50% were male. So this disease 
can affects both sexes.This disease can occur in all age group. 
Kaalam Distribution: 
Among the 20 cases, 10% cases were admitted vatha kaalam, 70% 
cases were admitted pithakaalam and 20% cases were admitted kapha 
kaalam. It is proved that this disease can be found in all kaalam. 
Thinai: 
95%of patients came from Marutham nilam, 5% from Neithal 
nilam. This disease can be found in all types of Thinai distribution, 
customarily Marutha nilam is said to be disease free land. But nowadays 
it is increasing due to pollution changes of life style, stress and strain. 
Seasonal Variations: 
Among 20 cases 15% came in Munpani kaalam 35% in Pinpani 
kaalam, 50% in Elavenil kaalam. Skin diseases prove to have definite 
seasonal influences. 
Diet Particulars: 
Among 20 cases, 85% of cases were mixed diet, 15% cases were 
vegetarian.  
Socio-Economic Status: 
Among 20 cases 70% cases were poor people, 25% of people were 
middle class and 5%were rich. So Padarthamarai have been seen in all the 
classes of people. Usually poor people are very prone to develop, skin 
disease due to their poor personal hygiene ignorance.                                                            
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Family  History: 
Padarthamarai is not an inheritable disease. But contagious disease, 
patients are close contact with affected person. 
Mode of Onset: 
During the study 80% cases were observed to be the gradual onset, 
incomplete threatment, failure to follow medical advice regarding dietary 
restriction and hygiene avoid the triggering factors. Psychological strain 
and change of the lifestyle were observed to be the reason for this disease. 
Gunam: 
Out of 20 cases 60% cases had Thamo gunam and 40% cases had 
Rajo gunam. From this inference ones characters is very much important 
in developing disease.   So control of mind and restoration of normal life 
style can lead to reduction in the formation of disease. 
Aetiology: 
85% of cases had positive history of poor personal hygieneic 
measure 15% cases had close contact with affected person. 
Distribution  of Mukkutram:                                                                               
Vali:                                                                                                                  
Out of 20 cases, 60% of cases affected Abanan (they were 
suffering from constipation), Viyanan, Udhanan and Samanan was 
affected in 100% cases (colour changes of the affected area).  Kirukaran 
was affected in 25% of cases (Loss of appetite)                         
Azhal 
Among 20 cases, Anar pitham was affected 25% of cases 
(indigestion, constipation and anorexia). Ranjaga pitham was affected 
75% of cases (centre clearing, active border). Sathaga pitham was 
affected in allcases (depression, fatigue).Pirasaga pitham was affected in 
all cases (loss of lustre to the skin).  
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Iyyam:                                                                                                                                    
Among 20 cases,. Kilethagam was affected in 25% of cases (loss of 
appetite). 
Udal kattugal: 
Among seven physical constitutents saram was affected in all cases 
(loss of appetite, depression). 
Senneer was affected 100% of cases (clearing centre, active 
border). 
Ennvagai Thervugal (Eight siddha diagnostic method): 
 l) Naadi Nadai: 
Among 20 cases, 50% of cases Vali azhal, 20% of cases Azhal 
vali, 15% of cases Iyya vali, 15% of cases Azhal iyyam. Niram, sparisam 
were affected in all cases (warmthness in the affected area were 
observed).  
Neerkuri & Neikuri: 
 Neerkuri showed straw coloured urine 
Neikuri showed that oil into the urine was as pearl in 35% of cases, 
ring in 30% of cases and as snake in 35% of cases. 
Assessment of Result: 
Good relief      -   60% signs and symptoms are completely relieved  
Moderate relief -   30% signs and symptoms are partially relieved  
Mild relief         -   10% signs and symptoms are reduced 
Investigation: 
Routine examination of blood, urine, and stools were done during 
admission and discharge. 
Examination of urine and stools: 
- Cent percentage of the cases had no significant changes in the urine 
and stool examination. 
- E.S.R. was increased in 65 %. 
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- Skin scrapping test for fungi was positive in 70%. This was seen in 
the clinical laboratory, Government Siddha Medical College 
Hospital, Palayamkottai. 
Management: 
1/2gram of Oosithagarai vidhai chooranam was given and advised 
to take the drug twice a day along with hot water after food. Clinically the 
drug was free from side effect. The patients were advised to apply the 
external paste (Padarthamarai kalimbu) over the affected area two times a 
day. 
All the patients were insisted to take care to personal hygienic 
measures. In the course of treatment, diet restriction was strictly advised. 
Assessment of the effects of Management: 
The result were assessed on the basis of subjective and objective 
improvement in itching, disappearance of lesion and active border and 
sense of well being 60% of the cases were relieved from their signs and 
symptoms,   30% of cases were partially relieved, 10% of cases the signs 
and symptoms were reduced. 
After discharge, the patients were advised to attend the Post 
Graduate Department of Sirappu Maruthuvam out patient section for 
further follow up. 
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SUMMARY 
 
The disease Padarthamarai was taken for the clinical study. The 
clinical study on Padarthamarai with reference to its aetiology, 
pathogenesis, clinical features, investigation, diagnosis and treatment 
was conducted at the Post Graduate Department of Sirappu 
Maruthuvam, Government Siddha Medical College, Palayamkottai. 
Twenty cases with the signs and symptoms of Padarthamarai were 
selected and a thorough observation was made. They were found out 
from the outpatient department and admitted in the inpatient ward. 
No adverse reactions like nausea, vomiting, diarrhoea were 
reported during the study period. The drugs employed in the clinical 
study were put to use only after careful purification process laid down 
for them individually. 
Both male and female were equally affected. The trial drug had 
mainly kaippu suvai and this mainly accounts for the therapeutic effect 
in skin diseases. 
The results were found to be encouraging. Among the inpatients 
treated 60% shows good result. 30% shows moderate result and 10% 
shows mild results. Along with the In- Patient ward patients nearly 36 
patients were treated as out patients, and out of these 16 cases show 
remarkable result. 10 cases shows moderate result and 10 were poor 
result. 
For chronic skin diseases, Siddha system of medicine confers 
excellent therapeutic agents than the other systems. Also clinical 
evaluations and specific laboratory tests confirm this statement. 
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The drugs of choice for both internal as well as external are 
economically less costly. Regarding the preparation point of view the 
drug was easy to be prepared. 
In biochemical analysis, Oosithagarai vidhai chooranam contains 
starch, ferrous iron and unsaturated compound. 
In pharmacological analysis of Oosithagarai vidhai chooranam 
shows significant anti- inflammatory and significant anti- histaminic 
effects and Padarthamarai kalimbu shows significant anti- inflammatory 
effect. 
          No side effect was so for reported for the drug and with short 
duration with certain restriction this disease can be cured. In research 
point of view the author has a challenging work by these preparations for 
this skin disorder. 
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CONCLUSION 
 
 
1. The treatment was given for Padarthamarai on the basis of Siddha 
system principles. Deranged three doshas were corrected by the 
author’s medicine given to the Padarthamarai case. 
2. Oosithagarai vidhai chooranam  as an internal medicine and 
Padarthamarai kalimbu as an external application respectively. 
3. The internal medicine was selected from Gunapadam-Mooligai 
vaguppu –K.Murugesan mudaliyar and the external medicine from the 
Naatu marunthukal(Sulaba murai)- T.S.Janaga Kumari. 
4. Signs and symptoms were relieved in 90% and reduced in 10% of 
cases. 
5. Clinically the drugs were free from adverse effect.  
6. Preparation of both, Internal and External Medicine were simple. 
7. Hence it is concluded that the trial drugs were effective against 
Padarthamarai. 
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ANNEXURE 
DRUG REVIEW 
cs; kUe;J 
Crpj;jfiu tpijr; #uzk;  
nra;Kiw : 
 Crpj;jfiu tpijia #uzpj;J  xU Jzpapy; rypj;J vLj;Jf; 
nfhs;sTk;. 
msT  : ½ fpuhk; 
mDghdk; : nte;ePh; 
Mjhu E}y; :  Fzghlk; %ypif tFg;G (itj;jpa uj;jpdk; f.r.KUNfr 
Kjypahu;) 
Crpj;jfiu - Cassia tora 
NtWngaH   :  ehuj;jhiu 
tiffs;   :  fUe;jfiu, fhl;Lj; jfiu> ntz;lfiu 
Rit   :  ifg;G> JtHg;G  
jd;ik  : ntg;gk; 
gphpT   :  fhHg;G 
nra;if: 
 kykpsf;fp 
 El;GOf; nfhy;yp 
 ntg;gfw;wp 
nghJg;gz;G: 
 ‘jfiug; glHjh kiuiar; nrhwpiaj; 
  jfu tbf;Fke;je; jd;Ndh - bfyhd 
  mj;jp Ruj;ijAk jQ;nra;A kpk;%yp 
  Aj;jkkh nkd;Nw Aiu” 
     - mfj;jpaH Fzthflk;. 
nghUs:; 
 glHjhkiu> nrhwp> ke;jk;> vd;GRuk; ,itfisg; Nghf;Fk;. 
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jfiutpij: 
 ‘tz;L fbAlNd td;fLt Dk;gythk; 
  gz;L eikg;GilAk; gz;bjHfs; - fz;Liuf;fhg; 
  gpj;j mdYk; ngUj;j jfiutpijf; 
  fpj;jiuAs; epy;yh jpir.” 
     - mfj;jpaH Fzthflk; 
nghUs;: 
tz;Lfb> fLtd;> ehl;gl;leikg;Gil> mdy; ,itfis ePf;Fk;. 
ntsp kUe;J 
glHjhkiuf; fspk;G 
NrUk; ruf;Ffs;: 
 fe;jfk;    - 5fpuhk; 
 etr;rhuk;    - 5 fpuhk; 
 nghhpj;j ntq;fhuk;  - 5 fpuhk; 
 ntz;nza;   - 30 fpuhk; 
nra;Kiw: 
 ruf;Ffis jdpj;jdpahf ed;F miuj;J> gpd; xd;W fye;J 
ntz;nza; rpwpJ rpwpjhf tpl;liuj;J vLj;Jf; nfhs;sTk;. 
gad;gLj;Jk; Kiw: 
 fhiyapYk;> khiyapYk; glHjhkiu Vw;gl;l ,lj;jpy; ed;whfj; 
Nja;j;J tu %d;Nw ehspy; FzkhFk;. 
fe;jfk;: 
NtWngaHfs;: 
 ‘fe;jpnghd; tHzq; fhhpio ehjkhk; 
  me;jpg ehWk;G+tjp urRNuhzpjk; 
  je;jpa rj;jpjd; khjf;Fzr;ryhk; 
  ge;jpa nfe;jfg; ghpghi\ ehkNk.” 
- rl;il Kdp epfz;L 1200 
nghUs;: 
 fe;jp> nghd;tu;zp> fhhpioapd; ehjk;> ,ur RNuhzpjk;> ehw;wk;> 
giuehjk; ,it fe;jfj;jpd; NtW ngaHfshFk;. 
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<jd;wpAk;> 
 giutPhpak;> mjPjg;gpufhrk;> gP[k;> nry;tp tpe;J> rf;jp> rj;jp gPrk;> 
nre;J}uj;jhjp> jdk;> NjtpAuk;> ehjk;> Mfpa ngaHfSk; cz;L. 
tiffs;: 
1. nts;isf; fe;jfk; 
2. rptg;Gf; fe;jfk; 
3. ney;ypf;fha; fe;jfk; 
4. fUg;Gf; fe;jfk; 
,q;F> kUe;Jf;F ifahz;lJ ney;ypf;fha; fe;jfNk MFk;. 
Rit: frg;G> JtHg;G 
nra;if: 
 kykpsf;fp 
 gpj;jePHg;ngUf;fp 
 fpUkpehrdp 
 cly;Njw;wp 
 tpaHit ngUf;fp 
nghJf;Fzk;: 
 ‘ney;ypf;fha;f; fe;jpf;F ePs;gjpndz;; Fl;lke;jk; 
  ty;iy ftpirFd;k thAfz;Nzha; - nghy;yh 
  tplf;fbtd; NkfNeha; tPWRuk; Ngjp 
  jplf;fpuf zPfgk;Nghe; NjH” 
nghUs;: 
 ney;ypf;fha;f; fe;jfj;jpdhy; gjpndz; Fl;lk;> ke;jk;> fy;yPuy; 
tPf;fk;> ftpir> Fd;kthA> fz;Nzha;fs;> nfhLikiar; nra;fpd;w 
tplf;fbfs;> ehl;gl;l NkfNeha;fs;> Ruk;> Ngjp> ehl;gl;l fpufzp> fgk; 
Kjypad ePq;Fk;. 
ethr;rhuk;: 
NtWngaHfs;: 
 ,\;bif> ry;ypif> #spif> gL. 
NkYk; gy ngaHfs;> 
 “etrpj;j rhuk; eyk;GQ;nry $Hik 
 mtrpj;jg;gNyh thjpahnkhd;gJ 
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 ftrpj;j#ud; fLNkfehjd; 
 eptrpj;j - thUjp NeHthjuhrNd. 
 thjr;rpNuhd;kzp thfhkRud;jhd; 
 Nghjr; - nryf;FU Gfo;td;dpj; jPNahd; 
 fhjr; nraePHf;Ff; fhuzr;rpj;jdhk; 
 Ntijj;JUrpf;F Nkw;FUthFNk. 
 MFNk etr;rhhp ahjpfLQ;rhhp 
 XUNkew;rj;jp Aj;jknra;ifjhs; 
 jhFNkthjk; rikf;fpd;w thUjp 
 fhFNkfhkpdp iffz;l rhuNk” 
  - rl;il Kdp epfz;L 1200 
nghJf;Fzk;: 
 ‘Fd;kk; Flw;#iy nfhy;Yk; kNfhjuj;ij 
  td;ikAW fy;yilg;ig khw;Wq;fhz; - rd;kf; 
  ftpr;RKj; Njhlq; fdthj ePf;Fk; 
  etr;rhu khNj etpy;.” 
 
nghUs;: 
 tapw;Wtyp> Flypy;  Fj;jy;> ngUtapW> fy;yilg;G> rUkj;jpy; 
Gyhy; ehw;wk;> Kj;Njhlk;> fdthA ,itfis ethr;rhuk; ePf;Fk;. 
nra;if: 
 Nfhioafw;wp> 
 tpau;it ngUf;fp> 
 rpWePh; ngUf;fp> 
 tpuzKz;lhf;fp 
 gpj;jkfw;wp 
Rit: 
 Gspg;G> frg;G 
ntq;fhuk; 
NtWngah;fs;: 
 nghhpfhuk;> cUf;fpdk;> cUf;Fkpj;jpud;> lq;fzk;> 
J}kj;ijalf;fp. 
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Rit: 
 ,dpg;Gld; $ba Jth;g;G 
nra;if: 
cs;shl;rp: 
 Fsph;r;rpAz;lhf;fp 
 rpWePh;ngUf;fp 
 UJTz;lhf;fp 
 gpurtfhup 
 fw;fiur;rp 
ntspahl;rp: 
 rkdfhhp  
mOfyfw;wp 
cly;Njw;wp 
Jth;g;gp 
ntz;nza; 
NtWngah;: 
 etePjk; 
nra;if: 
 cs;soyhw;wp 
 clYukhf;fp 
nghJf;Fzk;: 
 ‘fz;zp nyONehAq; fz;nzhpTk; gPisAk;Ngh 
  nkz;Zk; grpA nkOk;Gq;fhz;; - ez;zhpa 
  MtpdWk; ntz;nza;f; ffYk;td; Nkfnky;yhk; 
  G+tpdu;f; nfy;yhk; Gfy;.’; 
nghUs;: 
 gRtpd; ntz;nza;ahy; fz;Nzha;> fz;nzupr;ry;> gPisrhuy;> 
Nkfk; ,it Nghk.; grpAz;lhk;. 
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BIO-CHEMICAL ANALYSIS OF  
OOSITHAGARAI VIDHAI CHOORANAM 
PREPARATION OF THE EXTRACT 
 5 gram of chooranam was weighed accurately and placed in a 250 
ml clean beaker, Then 50ml distilled water was added and dissolved well. 
Then it was boiled well for about 10 minutes. It was cooled and filtered in 
a 100ml volumetric flask and then it was made up to 100ml with distilled 
water. This fluid was taken for analysis.  
S.NO EXPERIMENT OBSERVATION INFERENCE 
1. TEST FOR CALCIUM 
2ml of the above prepared 
extract was taken in a clean 
test tube.  To this added     2 
ml of 4% Ammonium 
oxalate solution was added. 
No white precipitate 
is formed. 
Absence of 
calcium. 
2. TEST FOR SULPHATE: 
2ml of the extract was added 
to 5% barium chloride 
solution. 
No white precipitate 
is formed. 
Absence of  
sulphate. 
3. TEST FOR CHLORIDE 
The extract was treated with 
silver nitrate solution. 
No white precipitate 
is formed. 
Absence of 
chloride. 
4. TEST FOR 
CARBONATE 
The extract was treated with 
concentrated HCL. 
No brisk 
effervessence is 
formed. 
Absence 
of 
Carbonate. 
5. TEST FOR STARCH 
The extract was added with 
weak iodine solution. 
Blue colour is 
formed. 
Indicates  the 
presence of 
starch. 
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6. TEST FOR IRON 
FERRIC: 
The extract was treated with 
concentrated Glacial acetic 
acid and potassium cyanide. 
No blue colour is 
formed. 
Absence of 
ferric iron. 
7. TEST FOR IRON 
FERROUS: 
The extract was treated with 
concentrated Nitric acid and 
ammonium thio cyanate. 
Blood red colour is 
formed. 
Indicates the 
presence  of  
ferrous iron. 
8. TEST FOR PHOSPHATE 
The extract was treated with 
ammonium Molybdate and 
concentrated Nitric acid. 
No yellow 
precipitate is formed.
Absence of 
phosphate. 
9. TEST FOR ALBUMIN 
The extract was treated with 
Esbach’s reagent. 
No yellow 
precipitate is formed.
Absence of  
Albumin. 
10. TEST FOR TANNIC 
ACID 
The extract was treated with 
ferric chloride. 
No Blue black 
precipitate is formed.
Absence of 
Tannic acid. 
11. TEST FOR 
UNSATURATION 
Potassium permanganate 
solution was added 
to the extract. 
It gets  decolourised. 
Indicates the 
presence of 
unsaturated 
compound. 
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12. TEST FOR THE 
REDUCING SUGAR 
5ml of Benedict’s 
qualitative solution was 
taken in a test tube and 
allowed to boil for 2 mts and 
added 8-10 drops of the 
extract and again boil it for 
2 mts. 
No colour change 
occurs 
Absence of 
Reducing 
Sugar. 
13. TEST FOR AMINO 
ACID: 
One or two drops of the 
extract was placed on a filter 
paper and dried it  well. 
After drying, 1% Ninhydrin 
was sprayed over the same 
and dried it well. 
No violet colour  is 
formed 
Absence of 
Amino acid. 
 
 
Inference : 
 The trial drug contains Starch, Ferrous Iron and Unsaturated 
compounds.
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PHARMACOLOGICAL ANALYSIS 
ACUTE ANTI INFLAMMATORY ACTIVITY IN RATS BY 
HIND- PAW METHOD 
AIM : 
To demonstrate the acute anti-inflammatory activity of Oosithagarai 
vidhai Chooranam in albino rats by Hind Paw Method. 
PREPARATION OF THE TEST DRUG : 
1 gm of Oosithagarai vidhai Chooranam was suspended in 10 ml of 
water. From the above test drug 2 ml was administered orally. 1 ml contain 100 
mg of Oosithagarai vidhai Chooranam. 
PROCEDURE : 
Six albino rats weighting 100-150 gm were taken and divided into three 
groups and each group consisting 2 rats. 
First group was kept as control and received water. Second group 
received lbuprofen at a dose of 20mg/100 gm body weight. Third group of 
animals received Oosithagarai vidhai Chooranam. 
Before administration of drugs, the hind paw volume of all rats was 
measured. This was done by dipping the hind paw up to the tibio tarsal junction 
in a mercury plethysmograph.   Soon after the measurement the drug was 
administered. 
One hour after the administration of drug a sub cutaneous injection of 
0.1ml of 1% w/v of carrageenin in water was made into plantar surface of both 
the hind paw of each rat. 
Three hours after carrageenin injection, the hind paw volume was 
measured once again. Difference between the initial and final value were noted 
and compared. 
The method is more suitable for studying anti inflammatory activity on 
acute inflammation. 
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The result of the drug is compared with the standard as well as 
control group. 
 
S.No Group 
Dose/100mg 
body 
weight 
Initial 
Reading 
average 
Final 
reading 
average
Mean 
difference
Percentage 
of 
inflammation
Percentage 
of 
inhibition 
1. Control 2 ml 0.55 1.4 0.85 100 - 
2. 
Standard 
 
20mg 0.55 0.85 0.3 35.2 64.8 
3. 
Oosithagarai 
Vidhai 
Chooranam 
200mg 0.45 0.8 0.35 41.1 58.9 
 
INFERENCE : 
From the above experiment it is observed that the test drug Oosithagarai 
Vithai Chooranam has Significant  anti inflammatory action. 
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ACUTE ANTI-INFLAMMATORY STUDY ON  
PADARTHAMARAI KALIMBU (EXTERNAL USE) BY HIND-
PAW METHOD IN ALBINO RATS 
 AIM: 
To study the acute Anti-inflammatory activity of the test drug-
Padarthamarai kalimbu.  
PREPARATION OF THE TEST DRUG: 
The kalimbu is prepared as per the Naatu marunthugal (sulaba murai) and 
described later. 
PROCEDURE: 
Nine healthy albino rats weighing 100-150 gm were taken and divided in 
to three groups, each consisting of 3 rats. 
First group was kept as control by giving distilled water of 2 ml/100 gm 
of body weight. The second group was given Ibuprofen at a dose of 20 mg/100 
gm of body weight. The third group was kept as test group. 
Before the administration of the best drug the hind-paw volumes of all 
rats were measured. This was done by dipping the hind-paw (up to tibio-tarsal 
junction) in to a mercury plethysmograph. While dipping the hind-paw by 
pulling the syringe piston, the level of mercury in the center small tube was 
made to coincide with red marking and reading was noted from the 
plethysmograph. 
Soon after the measurement, the drug was administered to the later, a sub 
cutaneous injection of 0.1ml of 1% (W/V) carrageenin in water was made into 
plantar surface of both hind paw of each rat. To the third (test) group 
Padarthamarai kalimbu was topically applied for three times over the 
inflamed surface in a thin layer within half an hour gap. 
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One and half-hours after injection the hind-paw volume was measured 
once again. The difference between the initial and final volume would show the 
amount of inflammation. Taking the volume in the control group as 100% 
inflammation, anti-inflammatory effect of the test group is calculated. 
 
S.No 
Name 
of 
Drug/ 
Gorups 
Dose/100mg 
body 
weight 
Initial 
Reading 
average
Final 
reading 
average
Mean 
difference
Percentage 
of 
inflammation
Percentage 
of 
inhibition 
1. Control 2 ml 0.55 1.4 0.85 100 - 
2. Standard 20mg 0.55 0.85 0.3 35.2 64.8 
3. Padar 
thamarai 
Kalimbu 
 0.4 0.7 0.3 35.2 64.8 
 
INFERENCE: 
The drug has Significant Anti Inflammatory action. 
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CHRONIC ANTI-INFLAMMATORY STUDY BY COTTON-
PELLETS GRANULOMA METHOD 
Drug: 
 Oosithagarai vidhai choornam. 
Aim: 
 To study the chronic anti-inflammatory activity of the drug in albino rats 
by cotton pellets implantation (granuloma) method. 
Procedure: 
 Cotton pellets each weighing long was prepared and sterilized in an 
autoclave for about one hour under 15 lbs atmosphere pressure.  Nine Albino 
rats weighing between 100-200gm were selected and were divided into 3 
groups.  Each rat was anaesthetized with ether and cotton pellets were 
implanted subcutaneously in the groin, two in each side. 
 From the day of implantation, one group of animals received 
Oosithagarai vidhai chooranam. at a dose of 200mg/100gm of body weight.  
 On the eighth day the rats were sacrificed and the pellets were removed 
weighed.  Then they were put in an incubator at 60ºC-80ºC and then weighed. 
The concordant weight was noted for all groups and compared. 
 
Study of Cronic Anti-Inflammatary effect by Cotton Pellet method using 
the Drugs of  Oosithagarai vidhai chooranam 
 
S.l 
No. 
Name of Drugs/ 
Groups 
Dose/100 
gram body 
weight 
Pellet 
weight 
Pallet 
weight of 
the 
Granuloma 
of drugs 
Percentage of 
inflammation 
Percentage 
of inhibiton 
1. Control 10ml 10mg 250mg 100 Nil 
2. Standard 20mg 10mg 55mg 22 78 
3. Oosithagarai 
Vidhai 
Chooranam 
    200mg 10mg 125mg 45 55 
Inference : 
 The drug show significant chronic – anti inflammatory action. 
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ANTI-HISTAMINIC EFFECT OF OOSITHAGARAI VITHAI 
CHOORANAM ON ISOLATED ILEUM OF GUINEA PIG 
AIM: 
To study the Anti-histaminic effect of Oosithagarai vithai chooranam. 
PREPARATION OF TEST DRUG: 
1 gm of Oosithagarai vithai chooranam dissolved in 10 ml of distilled 
water and mixed well.  
SOLUTION REQUIRED: 
Histamine (1 in 1, 00,000 strength)  
PROCEDURE: 
A guinea pig weighing about 450 gms was starved for 48 hrs and only 
water was allowed. It was killed by stunning with a sharp blow on the head and 
cutting its throat to bleed it, to death. The abdomen was quickly opened and the 
viscera inspected and loops of intestine identified. Use the patch as a landmark, 
the ileum was removed and placed in a shallow dish containing warm "Tyrode 
solution". The lumen of the ileum was gently rinsed out with saline. It was cut 
into segments of required length, generally 4 cm, in the fully relaxed state and 
the sutures were made with needle and tied at either ends and segment is 
suspended in an isolated organ bath. It was aerated by an oxygen tube and 
immersed in Tyrode solution at 37°C. Drugs were given to study the inhibitory 
effect of histamine induced contractions. 
INFERENCE: 
The test drug has  Significant Anti-Histaminic action. 
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GOVERNMENT SIDDHA MEDICAL COLLEGE HOSPITAL, 
PALAYAMKOTTAI. 
POST GRADUATE – SIRAPPU MARUTHUVAM DEPARTMENT   
(P.G.III) 
AN OPEN TRIAL OF SIDDHA TREATMENT 
DISEASE: PADAR THAMARAI 
DRUG:  INTERNAL :  Crpj;jfiu tpij #uzk; 
EXTERNAL: glh;jhkiu fspk;G 
 
1. O.P NO: --------------        2. BED NO:  --------------  3. S.NO:   
                                
4.  NAME:   -------------------------- 5. AGE (yr)         6.GENDER:      M        F     
 
7. OCCUPATION: -------------------------------- 
 
8. POSTAL ADDRESS 
________________________________________________________________
________________________________________________________________
_______________________________________ 
 
9. COMPLAINTS AND DURATION 
________________________________________________________________
________________________________________________________________
________________________________________________________________
_______________________________________ 
 
10. HISTORY OF PRESENT ILLNESS 
________________________________________________________________
________________________________________________________________
________________________________________________________________
_______________________________________ 
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11. PAST HISTORY 
________________________________________________________________ 
________________________________________________________________
________________________________________________________________
_________________________________________________ 
 
12. FAMILY HISTORY: 1.NO        2. YES    _  
_______________________________________________________ 
  
13. MENSTRUAL HISTORY: 
     1. N.A         2. Not attained puberty         3. Menstrual cycle-Regular       
       4. Menstrual cycle-Irregular          5  . Attained Menopause                         
 
 HABITS 
Yes(1)       No (2) 
14. Smoker      
15. Alcoholic 
16. Betalnut chewer 
17. Non-vegetarian     
GENERAL EXAMINATION 
18. Body weight [kg]                              
19. Body temperature [ºF]                      . 
20. Blood pressure (mmHg)   
21. Heart rate / min.                      
22. Respiratory rate /min   
23. Pulse rate /min.         
             (1) Yes          (2) No  
  
24.  Pallor  
25.  Jaundice    
26.  Clubbing  
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27.  Cyanosis  
28.  Pedal edema  
29. Lymphadenopathy            
30. Engorged veins                                             
CLINICAL EXAMINATION OF SKIN 
31. SITE : _________________________________________ 
32. COLOUR: 1.Normal  2.Reddish      3. Black 
   4. Silvery   
33. SIZE OF LESION (Length cm) : 
__________________________________ 
34. SHAPE:   1. Round      2. Coined        3. Diffused 
35. ITCHING: 1. No  2. Mild 3. Moderate         4. Severe 
36. ERYTHEMA: 1. Present   2. Absent 
37. SCALING:  1. Present          2. Absent 
38. BLEEDING:  1. No  2. Mild  3. Moderate          4. Severe 
    Yes (1)  No (2) 
39. PUSTULE :  
40. PAPULE :  
41. MACULE :  
42. PIGMENTATION: 1. No        2. Hypo           3. Hyper 
43. SENSATION: 1. Normal     2. Anaesthetic      3. Hyperaesthitic 
44. CANDLE GREASE SIGN :  1. Present  2. Absent  
45. AUSPITZ SIGN : 1. Present  2. Absent  
46. KOEBNER’S PHENOMENON:   1. Present  2. Absent   
 
EXAMINATION OF VITAL ORGANS  
                                           (1) Normal    (2) Abnormal  
47. CVS      ............................. 
48. RS                                                                        ………………… 
49. ABDOMEN      ………………… 
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     SIDDHA ASPECTS   
50. NILAM 
  1. Kurinji     2. Mullai        3. Marutham         4. Neithal        5. Palai 
  
51. KAALA IYALBU 
 
 1. Kaarkaalam  2. Koothirkaalam  3. Munpanikaalam 
 4. Pinpanikaalam  5. Ilavenirkaalam  6. Muduvenirkaalam                            
52. UDAL IYALBU 
 1. Vali          2. Vali azhal    3. Vali iyyam     
          4. Azhal          5. Azhal vali                      6. Azhal iyyam    
          7. Iyyam          8. Iyya vali               9. Iyya azhal    
53. GUNAM 
 1. Sathuvam  2. Raasatham     3. Thamasam 
AYMPORIGAL 
          (1) Normal     (2) Affected   
54. Mei                             …………………… 
55. Vaai                                                           …………………... 
56. Kan                                                           …………………… 
57. Mookku                                                      …………………… 
58. Sevi                                                            …………………… 
         
KANMENDHIRIUM / KANMAVIDAYAM 
 (1) Normal     (2) Affected    
59. Kai                                                              …………………. 
60. Kaal                                                             ………………… 
61. Vaai                                                   ………………… 
62. Eruvaai                                                 ………………… 
63. Karuvaai                                                       ………………… 
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UYIR THAATHUKKAL 
VALI 
                (1) Normal   (2) Affected 
64. Pranan                                            …………………… 
65. Abanan                                                    ………………….....    
66. Viyanan                                                         …………………....      
67. Uthanan                                                           ……………………    
68. Samanan                                                           …………………….                             
69. Nagan                                                               …………………….    
70. Koorman                                                          ……………………  
71. Kirukaran                                                          ……………………         
72. Devathathan                                                      ……………………     
73. Dhananjeyan                                                     ……………………  
AZHAL 
                    (1) Normal   (2) Affected 
74. Analagam                                                            ………………….. 
75. Ranjagam                                               ………………….  
76. Sathagam                                               ………………….. 
77. Alosagam                                                         …………………             
78. Prasagam                                                         …………………… 
IYYAM 
                       (1) Normal   (2) Affected 
79. Avalambagam                                  ……………………. 
80. Kiletham                                     ……………………. 
81. Pothagam                                         ..…………………..          
82. Tharpagam                                       ……………………..    
83. Santhigam                                        …………………….. 
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UDAL THAATHUKKAL 
                     (1) Normal      (2) Affected 
84. Saaram                                                                 ………………….    
85. Senneer                                                        …………………. 
86. Oon                                                               ………………… 
87. Kozhuppu                                                     ………………… 
88. Enbu                                                  ………………… 
89. Moolai                                                   ………………… 
90. Sukkilam / 
     Suronitham                                                          …………………. 
ENVAGAI THERVUGAL 
91. Naa                                                                  ………………….. 
92. Niram                                                     ………………….. 
93. Mozhi                                                                 ………………….. 
94. Vizhi                                                                …………………. 
95. Sparisam                                                            ………………… 
96. Naadi     
 1. Vatham          2. Vatha pitham   3. Vatha kabam     
         4. Pitham     5.Pitha vatham                  6. Pitha kabam    
         7. Kabam          8. Kaba vatham             9. Kaba pitham    
MALAM 
             (1) Normal    (2) Affected 
97. Niram                                 …….…………….. 
           Yes (1)            No (2)   
98. Nurai                           .…………… …….. 
99. Kirumi                                               …………………..... 
100. Kalappu                                                       ……………........... 
101. Erugal                                             …………………..  
102. Elagal                                            ………………….. 
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MOOTHIRAM 
 Neerkuri 
          (1) Normal  (2) Affected 
103. Niram                                                   ………………… 
104. Manam                                                           ………………… 
105. Edai                                               …………………. 
106. Nurai                                          ………………… 
107. Enjal                                                            …………………. 
 
 Neikuri  1. Vali Neer         2. Azhal Neer      3. Iyya Neer       
 
 
LAB INVESTIGATIONS 
BLOOD 
 
108. TC (cells/ cu.m.m) 
 
109.DC (%):  N.                L                M                 E               B 
110. ESR (mm): ½ Hr               1 Hr: 
111. Hb (g %)           .    
112. Blood Sugar (mg%) :   Fasting                    . 
     Post-prandial                  
     Random                          
113. Blood Urea (mg%)   :             . 
114. Serum Creatinine :                . 
115.  Blood Cholesterol (mg%) :                .   
URINE 
116. Albumin -   0.Nil          1.+    2.++            3.+++ 
117. Sugar  -   0.Nil      1.+           2.++             3.+++   
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 Deposit:  Present (1)  Absent (2) 
118. Pus cells                                            _________________ 
119. Epithelial cells                                                     ________________ 
120. Red blood cells                                                    ________________  
121. Casts/ Crystal                                                      _________________ 
 
MOTION            Present (1)  Absent (2)  
122. Ova   -                                __________________ 
123. Cyst   -                                __________________ 
124. Occult blood  -                                        __________________ 
125. Pus cells  -                                 _________________ 
Drug issued for patients. 
126. Weight of the Chooranam (mgm):    
127. Volume of Kalimbu (gm) :    
 
   
128. Date: _______________  129. Signature of Doctor: ___________ 
 
 
130. Station: _____________  131.  Signature of H.O.D:___________ 
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1 13.11.07 67387 Rabeath 38/F Present Present Present 22 Remarkable
2 28.11.07 70492 Manikandan 26/M Present Present Present 38 Moderate
3 29.11.07 70771 Gomathi 45/F Present Present Present 47 Remarkable
4 10.12.07 72768 Pitchamman 45/F Present Present Absent 36 Remarkable
5 20.12.07 74482 Natarajan 45/M Present Absent Present 41 Poor
I CC Ab
1 19.02.07 14977 Shajahan 51/M Present Present Absent 33 Remarkable
2 06.03.07 19020 Muthuvadivu 56/F Present Present Present 31 Poor
3 19.03.07 21907 Raguman 40/M Present Present Present 37 Remarkable
4 07.05.07 31942 Hameed path 42/F Present Present Absent 33 Moderate
5 13.11.07 67365 Senthil Arumugam 53/F Present Present Present 35 Remarkable
6 27.12.07 75508 Subbiah doss 29/M Present Present Present 34 Remarkable
7 27.12.07 75571 Keerthi 14/M Present Present Absent 34 Moderate
8 08.01.08 2832 Muthammal 45/F Present Present Present 44 Remarkable
9 11.01.08 3865 Esther 22/F Present Absent Present 40 Poor
10 23.01.08 6380 Vanaja 21/F Present Absent Present 47 Moderate
No. of days Report
SI.No Date O.P.No. Name Age/Sex
Complaints
No. of days Report
Name Age/Sex Complaints
Out patients given  external medicine only
SI.No Date O.P.No. Name Age/Sex Complaints
No. of days Report
I - Itching, CC - Central Clearing, Ab - Active border
LIST OF OUT PATIENTS
Out patients given both internal and external medicines
LIST OF OUT PATIENTS
Out patients given  internal  medicine only
SI.No Date O.P.No.
S.
No
IP.
No Name of the Patient Age Sex
Date of 
Admission Drug and dose
Date of 
Discharge
No.of 
Days Results
1 739 Ganesan 62 M 13-03-2007 22.03.2007 10 Remarkable
2 1190 Uthirabackiyam 37 F 05.05.2007 26.05.2007 22 rkable          
3 2810 Raja 65 M 01.01.2008 Poor
4 3137 Manokaran 60 M 28.12.2007 09.01.2008 13 Moderate 
5 237 Uchimakali 65 F 30.01.2008 28.02.2008 30 Remarkable
6 336 Praba 36 F 05.02.2008 11.02.2008 7 Remarkable
7 486 Petchiyammal 70 F 18.02.2008 05.03.2008 7 Moderate
8 555 Natchiyaar 27 F 26.02.2008 03.03.2008 7 Remarkable
9 609 Murugesan 55 M 03.03.2008 20.03.2008 18 Poor
10 868 Soosairaj 56 M 04.04.2008 21.04.2008 18 Remarkable
11 929 Lingam 66 M 11.04.2008 15.04.2008 5 Moderate 
12 939 Saraswathi 50 F 12.04.2008 18.04.2008 7 Moderate 
13 988 Aayisha 60 F 16.04.2008 19.04/2008 4 Remarkable
14 1018 Mupidathi 55 M 21.04.2008 06.05.2008 16 Poor
15 1040 Jansi 30 F 23.04.2008 05.05.2008 13 Remarkable
16 1044 Sundaram 65 M 24.04.2008 05.05.2008 12 Remarkable
17 1059 Esakkithai 50 F 26.04.2008 03.05.2008 8 Moderate 
18 1100 Aadhimoolam 46 M 30.04.2008 21.05.2008 22 Remarkable
19 1155 Arputhalakshmi 73 F 07.05.2008 21.05.2008 15 Remarkable
20 1190 Arumugam 77 M 12.05.2008 29.05.2008 18 Moderate 
Oosithagarai vidhai chooranam 1/2gm 
B.D with H.W                     
Padarthamarai kalimbu-10gm 
(External use only)
Table shows  report of 20 I.P Cases
Table shows  report of 20 I.P Cases 
                    
S. 
No 
IP. 
No 
Name of the Patient Age Sex 
Date of 
Admission 
Drug and dose 
Date of 
Discharge 
No.of 
Days Results 
1 739 Ganesan 62 M 13-03-2007 
Oosithagarai vidhai chooranam - 
1/2gm B.D with H.W               
Padarthamarai kalimbu-10gm 
(External use only) 
22.03.2007 10 Remarkable  
2 1190 Uthirabackiyam 37 F 05.05.2007 26.05.2007 22 Remarkable 
3 2810 Raja 65 M 05-12-2007 01.01.2008 28 Remarkable  
4 3137 Manokaran 60 M 28.12.2007 09.01.2008 13 Moderate  
5 237 Uchimakali 65 F 30.01.2008 28.02.2008 30 Remarkable 
6 336 Praba 36 F 05.02.2008 11.02.2008 7 Remarkable 
7 486 Petchiyammal 70 F 18.02.2008 05.03.2008 7 Moderate 
8 555 Natchiyaar 27 F 26.02.2008 03.03.2008 7 Remarkable 
9 609 Murugesan 55 M 03.03.2008 20.03.2008 18 Poor 
10 868 Soosairaj 56 M 04.04.2008 21.04.2008 18 Remarkable 
11 929 Lingam 66 M 11.04.2008 15.04.2008 5 Moderate  
12 939 Saraswathi 50 F 12.04.2008 18.04.2008 7 Moderate  
13 988 Aayisha 60 F 16.04.2008 19.04/2008 4 Remarkable 
14 1018 Mupidathi 55 M 21.04.2008 06.05.2008 16 Poor 
15 1040 Jansi 30 F 23.04.2008 05.05.2008 13 Remarkable 
16 1044 Sundaram 65 M 24.04.2008 05.05.2008 12 Remarkable 
17 1059 Esakkithai 50 F 26.04.2008 03.05.2008 8 Moderate  
18 1100 Aadhimoolam 46 M 30.04.2008 21.05.2008 22 Remarkable 
19 1155 Arputhalakshmi 73 F 07.05.2008 21.05.2008 15 Remarkable 
20 1190 Arumugam 77 M 12.05.2008 29.05.2008 18 Moderate  
 Table shows Blood Investigation report of 20 I.P Cases 
S.No IP.No 
TC cells 
/ cumm 
DC E.S.R  
Hb% 
BS 
mg% 
BU 
mg% 
SC 
mg% 
VDRL 
P% L% E% 1/2 hr 1hr 
1 739 9,000 56 42 2 32 65 72 85 55 149 Non-reactive  
2 1190 10,000 72 24 4 20 40 68 90 20 206 Non-reactive  
3 2810 9,600 70 27 3 6 12 72 87 26 142 Non-reactive  
4 3137 8,500 69 30 1 10 20 62 108 25 150 Non-reactive  
5 237 9,500 62 30 8 6 12 64 85 30 140 Non-reactive  
6 336 9,000 60 34 6 15 30 71 100 17 180 Non-reactive  
7 486 9,000 58 38 4 15 35 68 148 22 207 Non-reactive  
8 555 8,800 60 38 2 2 7 70 105 20 200 Non-reactive  
9 609 8,600 58 38 4 2 4 74 79 30 145 Non-reactive  
10 868 9,400 62 32 6 10 22 76 86 22 176 Non-reactive  
11 929 7,800 60 36 4 4 9 68 100 19 160 Non-reactive  
12 939 8,900 68 30 2 20 40 72 175 15 248 Non-reactive  
13 988 9,000 59 40 1 30 61 72 91 24 158 Non-reactive  
14 1018 9,200 55 40 5 7 15 74 82 36 202 Non-reactive  
15 1040 9,800 60 38 2 10 20 76 85 20 175 Non-reactive  
16 1044 9,000 64 34 4 6 12 70 72 17 122 Non-reactive  
17 1059 9,200 70 26 4 7 14 64 93 32 153 Non-reactive  
18 1100 9,000 60 35 5 3 7 74 78 20 108 Non-reactive  
19 1155 9,200 50 45 5 8 12 74 70 18 191 Non-reactive  
20 1190 9,100 58 34 8 8 17 76 163 25 198 Non-reactive  
TC- Total Count, DC - Differential Count, P- Polymorphs, L- Lymphocytes, E - Eosinophils, Hb - Haemoglobin,  
 ESR - Erythrocytes Sedimentation Rate, BS - Blood Sugar, SC- Serum Cholestrol, BU- Blood Urea, VDRL - Venereal Disease Research Laboratory 
  
Table shows  Investigation report of 20 I.P Cases 
S.No 
IP. 
No 
Urine  Motion Skin scrapping test 
Alb Sug Dep Ova  Cyst Before Treatment After Treatment 
1 739 Nil Nil NAD Nil Nil Positive Negative 
2 1190 Nil Nil NAD Nil Nil Positive Negative 
3 2810 Nil Nil Few Pus cells Nil Nil Negative Negative 
4 3137 Nil Nil NAD Nil Nil Negative Negative 
5 237 Nil Nil NAD Nil Nil Positive Negative 
6 336 Nil Nil FEC Nil Nil Positive Negative 
7 486 Nil Nil FEC Nil Nil Positive Negative 
8 555 Nil Nil NAD Nil Nil Positive Negative 
9 609 Nil Nil FewPus cells Nil Nil Negative Negative 
10 868 Nil Nil FEC Nil Nil Positive Negative 
11 929 Nil Nil NAD Nil Nil Positive Negative 
12 939 Nil Nil FewPus cells Nil Nil Negative Negative 
13 988 Nil Nil NAD Nil Nil Positive Negative 
14 1018 Nil Nil NAD Nil Nil Negative Negative 
15 1040 Nil Nil NAD Nil Nil Positive Negative 
16 1044 Nil Nil NAD Nil Nil Positive Negative 
17 1059 Nil Nil NAD Nil Nil Positive Negative 
18 1100 Nil Nil NAD Nil Nil Positive Negative 
19 1155 Nil Nil FEC Nil Nil Positive Negative 
20 1190 Nil Nil 1-2 puscells Nil Nil Negative Negative 
FEC - Few Epithelial Cells, NAD - No Abnormal Defect 
 
